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PREFACE 

Since  the  publication  in  1884  of  the  first  English  edition  of 
Ziegler's  Special  Pathological  Anatomy^  great  advances  have  been 
made  in  our  knowledge  of  its  subject-matter.  These  have  been 
duly  embodied  in  the  five  successive  German  editions  that  have 
appeared  in  the  meantime.  The  work  has  accordingly  been  so 
altered  and  enlarged  that  in  preparing  a  third  English  edition  we 
have  had  entirely  to  rewrite  the  text,  and  to  recast  the  biblio- 
graphical and  other  supplementary  portions.  The  number  of 
pathological  papers  and  monographs  to  which  reference  might 
fitly  be  made  is  now  so  great  that  only  the  more  recent  and 
important  can  be  dealt  with.  But  the  student  of  historical  tastes 
will  find  ample  references  to  the  earlier  literature  in  the  previous 
English  editions ;  and  by  omitting  them  in  this  much  valuable 
space  has  been  gained. 

The  second  volume,  containing  the  sections  on  the  alimentary 
tract  with  the  liver  and  pancreas,  the  respiratory  and  genito- 
urinary systems,  the  eye,  and  the  ear,  is  already  in  the  press  and 
will  shortly  be  published.  We  hope  to  follow  it  with  a  new 
version  of  the  part  on  General  Pathological  Anatomy^  prepared 
with  the  author's  sanction  and  assistance  from  the  latest  German 
edition. 

We  desire  here  to  record  our  thanks  to  Dr  W.  G.  Spiller,  of 

Philadelphia,  for  his  help  in  preparing  the  translation  of  Sections 

VI  and  VII. 

DONALD  MACALISTER 

HENRY  W.  CATTELL 

JULT,  1806. 
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CHAPTER  I 


THE  BLOOD 


1.  The  blood  is  a  liquid  of  peculiar  composition,  abounding 
in  cells  or  corpuscles,  and  equivalent  in  amount  to  about  one- 
thirteenth  of  the  body-weight.  A  cubic  millimetre  of  the  blood 
of  a  man  contains  on  the  average  5,200,000,  that  of  a  woman 
about  4,800,000,  red  corpuscles,  with  from  6,000  to  10,000  white 
corpuscles.  Thus  for  every  white  corpuscle  there  are  from  600 
to  1,000  red  corpuscles.  In  100  cubic  centimetres  of  blood  there 
are  in  men  14.5  grammes  of  haemoglobin,  and  in  women,  13.2 
grammes  (Hufner). 

The  amount  of  blood  even  in  health  is  subject  to  considerable 
variation ;  it  may,  under  certain  pathological  conditions,  differ 
notably  from  the  average  proportion  given  above. 

When  the  amoimt  of  blood  in  the  body  is  simply  increased, 
without  change  in  its  composition,  the  condition  is  described 
as  plethora  vera ;  when  the  increase  is  due  to  an  augmentation 
of  the  water  and  the  salts,  we  speak  of  the  condition  as  plethora 
serosa.  Diminution  of  the  total  amoimt  of  blood  in  circulation 
is  called  anaemia  or  oligaemia;  concentration  of  the  blood, 
through  loss  of  water  and  salts,  the  blood-albimien  remaining 
normal  in  amount,  is  termed  anhydraemia ;  relative  dilution  of 
the  blood,  from  diminution  of  the  albumen  it  contains,  is  desig- 
nated hydraemia  or  hypalbnminosis. 

Pletiiora  vera  may  occur  when,  before  the  removal  by  surgical 
operation  of  parts  of  the  body,  the  blood  has  been  pressed  back 
from  them  into  the  general  circulation  to  prevent  haemorrhage, 
as  in  amputation  by  Esmarch's  bloodless  method  (^plethora  apo- 
coptica)  ;  or  when  blood  has  been  injected  directly  into  the 
vascular  system.  The  complete  emptying  of  the  placenta  in  par- 
turition may  force  an  excessive  amount  of  blood  into  the  body  of 
the  new-born  infant,  and  so  give  rise  to  temporary  plethora. 

Plethora  caused  by  such  an  increase  of  the  blood  in  circula- 
tion is  a  transient  condition,  the  organism  promptly  excreting  the 
excess  of  water  and  then  destroying  the  surplus  of  red  corpuscles. 
True  plethora,  however,  of  a  more  abiding  kind,  occurs  in  specially 
predisposed  persons  whose  luxurious  habits  of  life  favour  exces- 
sive blood-formation.      This  excess,  in  certain  cases,  may  be  sa 
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considerable  as  to  be  recognisable  during  life,  by  means  of  the 
abnormally  large,  full,  and  at  times  tense  pulse,  and  the  unusually 
powerful  action  of  the  heart ;  and  after  death  by  the  increased 
capacity  and  fulness  of  the  entire  vascular  system,  as  well  as  by 
the  cardiac  hypertrophy  thereby  induced. 

Plethora  serosa  as  a  transient  condition  may  result  from  an 
increased  supply  of  water  to  the  blood.  As  a  chronic  condition, 
it  may  be  due  to  diminished  excretion  of  water,  from  disease  of 
the  kidneys  or  the  heart.  Simple  hydraemia  results  from  abnor- 
mal loss  and  insufficient  re-formation  of  the  blood-albumen : 
anhydraemia,  from  increase  of  the  water  excreted  and  defi- 
ciency of  that  ingested.  After  severe  haemorrhage  more  water 
is  taken  up  by  the  blood,  and  the  condition  of  hydraemia  follows 
and  persists  until  the  loss  of  albumen  and  red  blood-corpuscles  is 
again  made  good. 

Anaemia  may  occur  from  single  or  repeated  haemorrhages, 
abnormal  disintegration  of  blood,  and  insufficient  formation  of  red 
corpuscles.  Its  eharacteristie  symptom  is  the  diminution  of  the 
amount  of  haemoglobin  in  the  blood.  The  proportion  may  fall 
to  six  or  even  tliree  grammes  per  100  cubic  centimetres  of  blood. 
Usually  the  number  of  red  corpuscles  is  somewhat  reduced,  and 
the  result  is  oligocythaemia.  In  chlorosis,  however,  the  causes 
of  which  are  as  yet  undetermined,  the  red  blood-corpuscles  are 
deficient  in  haemoglobin,  but  their  number  is  not  diminished. 

Increased  destruction  of  the  red  blood-corpusdes  is  fre- 
quently referable  to  special  causes  acting  injuriously  on  the 
blood.  It  occurs  after  burns  of  the  skin,  and  from  the  action  of 
many  poisons,  such,  for  example,  as  sulphuretted  hydrogen,  ar- 
seniuretted  hydrogen,  potassium  chlorate,  picric  acid,  toluylene- 
diamine,  and  many  of  the  poisonous  fungi.  Infective  diseases 
accompanied  by  fever  may  also  exercise  a  destructive  influence  on 
the  blood,  owing  to  the  action  of  their  specific  poisons  and  to  the 
abnormal  increase  of  the  body-heat ;  and  the  like  result  may  follow 
from  the  presence  of  certain  parasites  in  the  blood,  as  in  malaria. 
Excessive  cooling  of  the  skin  in  specially-disposed  persons  may 
occasion  a  destruction  of  the  red  blood-corpuscles  (periodic  or 
paroz3rsmal  haemoglobinuria).  There  are  also  several  forms 
of  severe  anaemia  which  are  grouped  together  as  pernicious 
anaemia,  among  the  features  of  which  is  increased  blood-destruc- 
tion or  haematolysis,  but  the  cause  of  this  is  still  uncertain. 
These  forms  are  therefore  provisionally  termed  cryptogenetic 
anaemias.  In  some  cases  the  condition  is  connected  with  defi- 
nite physiological  conditions,  or  with  organic  diseases,  such  as 
for  example  pregnancy  or  childbirth,  ulcerative  affections  of  the 
bowels,  or  the  presence  of  intestinal  parasites  (^BothriocephaluB). 
In  other  cases  no  organic  disease  is  demonstrable,  the  anaemia 
appearing  as  a  primary  blood-disease.  In  the  two  instances  last 
named  opinions  differ  as  to  the  cause  of  the  blood-changes  — 
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whether  they  are  due  to  an  alteration  in- the  blood-plasma,  to  the 
presence  of  specific  poisonous  substances  in  the  blood  causing  its 
destruction,  or  to  some  abnormal  frailty  on  the  part  of  the  blood- 
corpuscles. 

Deficiency  in  the  formation  of  blood  should  be  admitted  as  a 
cause  of  anaemia  only  when  we  can  demonstrate  the  presence  of 
morbid  conditions  in  the  bone-marrow,  where  especially  the  pro- 
duction of  red  corpuscles  takes  place,  or  when  defective  food- 
supply  or  disease  in  the  alimentary  tract  or  in  other  organs  has 
obviously  caused  impairment  of  the  general  nutrition,  the  evi- 
dence of  any  active  blood-destruction  being  at  the  same  time 
wanting.  Even  in  such  cases,  however,  it  is  often  impossible  to 
make  out  the  connexion  between  the  organic  disease  and  the 
anaemia.  There  is,  for  example,  a  form  of  cachectic  anaemia 
which  is  met  with  in  certain  pathological  conditions  of  the 
lymphadenoid  tissues  (Arts.  30  and  35),  of  the  spleen,  of  the 
lymph-glands,  and  of  the  intestine,  though  the  formation  of  blood 
in  the  bone-marrow  is  not  perceptibly  impaired. 

Increased  destruction  of  red  blood-corpuscles  is  often  capa- 
ble of  demonstration  by  the  microscope,  the  blood  containing 
morbidly-altered  red  corpuscles  and  the  products  of  their  dis- 
integration. 

The  altered  and  dying  red  blood-corpuscles  often  Exhibit  the 
most  varied  and  diverse  forms  :  thus  we  have  globular,  spindle- 
shaped,  crescent-,  club-,  bobbin-  and  nail-shaped  varieties  ;  others 
again  are  drawn  out  into  threads,  constricted  in  the  middle,  or 
wholly  irregular.  This  condition  is  known  as  poikilocythaemia. 
Occasionally  very  small  or  very  large  red  bUxjd-corpuscles  are 
met  with,  and  these  are  termed  respectively  microcytes  and 
macrocytes.  Portions  of  the  stroma  of  the  red  corpuscles  may 
also  display  partial  discoloration,  while  other  portions  are  strongly 
coloured,  and  in  some  cases  the  several  constituents  of  the  cor- 
puscle appear  to  be  separated  (^plasmoHcfiifnis). 

Besides  these  corpuscular  forms,  which  are  undoubtedly  due  to 
disintegration,  we  find  in  grave  anaemia  others  which  we  must 
regard  as  immature  or  morbidly  altered  embryonic  forms  of  the 
red  corpuscle.  Of  this  nature  are  the  nucleated  red  corpuscles, 
which  are  normally  to  be  found  only  in  the  bone-marrow.  The 
normal  embryonic  forms,  which  are  nucleated  cells  of  ordinary 
size,  have  been  termed  normoblasts,  the  morbid  embryonic  forms, 
which  are  abnormally  large,  megalohlasts.  The  diameter  of  the 
latter  may  be  twice  or  even  four  times  that  of  the  normal  cor- 
puscle. According  to  Ehrlich  and  Muller,  megaloblasts  are 
chiefly  met  with  in  severe  pernicious  anaemia,  and  exemplify  a 
morbid  mode  of  blood-formation,  which  in  normal  conditions 
occurs  only  during  the  period  of  embryonic  development.  It  is 
to  be  noted,  however,  that  in  pernicious  anaemia  not  only  is  the 
rate  of  blood-destruction  augmented,  but  the  rate  of  formation  of 


6  THE  BLOOD  [CHAP.  I 

blood  in  the  bone-marrow,  which  in  this  affection  contains  numer- 
ous embryonic  forms  of  the  red  blood-cells,  is  simultaneously 
increased  (Cohnhbim,  Rindfleisch,  Neumann,  Muller).  It 
is  not  possible,  however,  to  decide  whether  the  multiplication  of 
the  normoblasts  and  the  appearance  of  megaloblasts  in  the  bone- 
marrow  is  caused  by  a  primary  disorder  of  that  tissue,  or  is  the 
consequence  of  an  antecedent  disease  of  the  blood.  In  the  latter 
case  the  phenomenon  would  indicate  an  increased  growth  of  the 
haematoblasts  of  the  bone-marrow  with  a  view  to  the  restoration 
of  the  blood. 


According  to  Stinzino  and  Gumprecht,  the  average  proportion  of  the  dry 
residue  in  normal  blood  is  in  man  21*6  per  cent.,  and  in  woman  19*8  per  cent. 
In  severe  anaemia  this  proportion  may  sink  to  8*5  per  cent.,  so  that  a  condition 
of  hydraemia  is  present.  Oligaemia  may  however  exist,  though  the  composition 
of  the  blood  remains  normal.  In  leukaemia  (  Art.  2),  on  the  contrary,  the  pro- 
portion of  dry  residue  is  relatively  high,  though  the  amount  of  haemoglobin  is 
diminished. 

The  proportion  of  haemoglobin  in  the  blood  varies  considerably  at  different 
ages.  It  is  highest  at  birth ;  in  the  first  years  of  life  it  falls  to  one-half,  risine 
again  between  the  fifth  and  forty-fifth  year  to  about  two-thirds  of  its  originu 
amount ;  thereafter  it  again  declines.  During  gestation  the  proportion  of 
haemoglobin  is  diminished. 

The  researches  of  Bollinger  and  Heissler  furnish  the  following  data 
concerning  the  variations  of  the  quantity  of  blood  in  the  lower  animals :  in 
pigs,  from  2*25  to  8*70 ;  in  horned  cattle,  from  6*03  to  10 ;  in  dogs,  from  4*4  to 
12-4 ;  in  horses,  from  5*9  to  13-5 ;  in  sheep,  from  6*56  to  10*43  per  cent.,  of  the 
body-weight.     Fat  pigs  are  remarkably  poor  in  blood. 

The  amount  of  fat  in  the  blood,  which  normally  is  very  small  and  during 
digestion  reaches  about  1  *2  per  cent.,  may  under  pathological  conditions  re^n 
a  much  higher  percentage,  the  blood  becoming  milky  and  turbid  from  the 
small  oil-globules  (lipaemia)  it  contains. 

The  amount  of  Jtbrin-ferment  contained  in  the  blood  is,  in  diseased  condi- 
tions, subject  to  considerable  variation ;  so  that  on  post-mortem  examination 
we  can  distinguish  certain  cases  in  which  there  is  an  abundant  formation  of 
fibrin,  or  hyperinosis ;  and  in  other  cases  a  deficiency  of  fibrin-formation,  or 
hypinosis.  The  former  condition  is  found  especially  m  inflammatory  diseases, 
such  as  croupous  pneumonia  and  erysipelas ;  the  latter,  in  death  by  suffocation, 
and  in  poisoning  by  sewer-gas,  by  alcohol,  and  by  hydrocyanic  acid. 

We  can  remove  the  anaemia  resulting  from  haemorrliage  by  the  transfusion 
of  blood,  that  is,  by  supplying  to  the  affected  person  blood  capable  of  perform- 
ing its  functions.  Transfusion  into  the  human  subject  of  the  blood  of  lower 
animals  serves  no  purpose,  but  rather  causes  further  injury,  inasmuch  as  the 
human  red  corpuscles  break  down  in  the  blood-serum  oi  animals.  The  same 
thing  happens  when  the  blood  of  one  species  of  animal  is  injected  into  the 
vascular  system  of  an  animal  of  another  species. 
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QniNqDAi'D:  Blood-lesions  in  various  diseases  A.  gen.  de  me'd.'lB79 
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1883 
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Sadler  :  Estimation  of  corpuscles  and  haemoglobin  Fortschr,  d.  Med*  (supple- 
ment) 1892 

Schaumann:  Bothryocephnlen-Amimie  Berlin  1894 

SciiiFF,  H. :  The  red  corpuscles  in  infants  Prager  Z.f,  Heilk,  xi  1890 

Stierlix  :  Kstiniation  oi  corpuscles  and  haemoglobin  in  infants  D,  A.  f,  klin. 
Med,  XLV  1889 

Stinzixg  and  Gimprecht  :  Proportion  of  water  and  dried  residue  in  the  blood 
in  health  and  disease  D,  A,  f.  klin.  Med.  liii  1894  (with  references) 

TuMAS :  Variations  in  the  blood  ni  certain  infective  diseases  D.  A.  /,  klin.  Med. 
XLi  1887 

Vaxlair  and  Masius:  De  la  microcythemie  Brussels  1877 

Vikrordt:  Daten  und  Tabellenf.  Mediciner  Jeu&lB93 

VoGEL :   Virchow's  Handb.  d.  spec.  Path.  Erlangen  1854 

Wali>steix:  Progressive  anaemia  with  subsequent  leukaemia  V.  A.  91  1883 

Weixtraud:  Changes  in  the  red  corpuscles  V.  A.  Vi\  1893 

Worm-Ml'LLEr:   Transfusion  u.  Plethora  ChrLstiania  1875 

2.  The  proportion  of  white  corpuscles  in  the  blood  (which 
usually  amounts  on  the  average  to  one  white  cell  to  five  hundred 
red)  is  subject,  even  under  physiological  conditions,  to  great  vari- 
ation, being  markedly  increased  during  digestion  and  during 
gestation.  Under  pathological  conditions  this  increase  may  reach 
still  higher  degrees,  and  may  be  associated  with  a  diminution  of 
the  red  blood-cells.  If  the  condition  of  increase  is  transient  it  13 
spoken  of  as  leucoci/tosis  ;  if  lasting,  as  leukaemia. 

Pathological  leucocytosis  may  occur,  though  not  invariably, 
after  haemorrhages,  in  cachectic  conditions  accompjinying  malig- 
nant disease  (Rein bach),  and  just  before  death.  It  is  met  with 
in  a  large  class  of  diseases  that  are  accompanied  by  inflammatory 
exudations  (inflammatory  leucocf/fosis^,  such  as  croupous  pneu- 
monia, inflammations  of  the  serous  membranes,  pyaemia,  ery- 
sipelas, scarlet  fever,  diphtheria,  and  quinsy.  It  is  absent,  on 
the  other  hand,  in  measles  and  influenza.  In  typhoid  fever  the 
proportion  of  leucocytes  may  even  diminish.  Experimentally, 
leucocytosis  may  be  induced  in  animals  by  tlie  injection  of  pua- 
microeocci,  sterilised  cultures  of  certain  bacteria,  bacterial  proteins 
or  albumoses,  vegetable  proteins,  hemialbumose,  and  nucleinic  acid, 
as  well  as  by  the  administration  of  certain  blood-poisons.  The 
leucocytosis  is  usually  preceded  by  a  transient  diminution  of  the 
leucocytes  (Jiypoleucocytosis).,  which,  according  to  Goldscheider 
and  Jacoh,  is  caused  by  the  retention  of  the  leucocytes  within  the 
capillaries  of  the  viscera,  and  especially  in  those  of  the  lungs. 

Physiological  leucocytosis  is  seldom  marked  in  degree  (on 
the  average  it  amounts  to  ;33  per  cent.,  Rieder),  and  it  leaves 
unaffected  the  proportion  between  the  different  forms  of  leu- 
cocytes. Inflammatory  leucocytosis  reaches  a  higher  degree  of 
intensity,  especially  in  pneumonia.  Thus  a  proportion  of  one  leu- 
cocyte to  100,  or  even  to  15  or  20  red  corpuscles,  may  occur,  and 
the  increase  is  generally  confined  to  the  multinuclear  leucocytes. 

The  causation  of  pathological  leucocytosis  is  not  certainly  es- 
tablished.    It  is  supposed  by  most  authorities  that  an  increased 
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•apply  (if  leucDcytes  is  carried  to  the  blood  from  the  parts  in 
which  leucocytes  are  normally  produced ;  but  perhaps  there  is 
also  an  increased  production  of  these  cells.  The  latter  hypothesis 
would  seem  to  carresjKiiid  best  with  the  observed  facts. 

The  change  in  the  lilood  known  as  lenkaemia  (Virchow)  is 
characterised  by  a  more  or  less  considerable  increase  of  white 
blood-cells,  accompanied  in  general  by  a  corresponding  reduction 
in  the  number  of  red  corpuaelee.  The  proportion  between  the 
two  may  be  so  altered  that  their  numbers  become  ecjuul,  or  in 
extreme  coses  the  white  may  slightly  outnumber  the  red.  Of  the 
white  corpuscles,  the  uninuclear  cells  in  particular  are  increased 
'  ove  the  normal  proportion,  while  among  the  red  blood-cells 
ideated  forms  are  met  with. 

In  well-marked  leukaemia  the  blood  is  strikingly  pale,  clear, 
and  limpiil.  The  heart  and  the  large  blood-vessels  often  contain 
after  death  peculiar  elay -coloured  clots,  rich  in  white  corpuscles, 
instead  of  the  usual  semi-translucent  fibrinous  deposits ;  or  the 
clots  are  covered  witli  a  whit«,  creamy,  pus-like  film  composed 
of  colourless  cells.  The  diagnasis  of  lees-marked  cases  of  leu- 
kaemia may  require  the  aid  of  the  microscope,  by  means  of  which 
even  a  alight  relative  increase  in  the  proportion  of  white  cells 
may  be  recognised. 

The  increase  of  the  white  blood-cells  in  leukaemia  is  primarily 
referable  tu  an  increased  supply  of  (.-ells  from  tbowe  organs  which 
produce  leucocytes.  Accordingly  the  spleen,  the  lymph-glands, 
and  the  marrow  of  the  bones,  show  in  different  degrees  and  com- 
binations signs  of  hyperplastic  proliferation ;  sometimes  only  one 
or  two  of  the  above  organs  are  altered  and  increased  in  bulk, 
or  all  three  may  exhibit  proliferation.  We  can  thus  distinguish 
lymphatic,  splenic  (lienal).  and  myelogenous  forms  of  leukaemia, 
lis  well  as  combinations  of  these  forms.  Further  proof  of  this 
mode  of  origin  is  afforded  by  tlie  fact  that  the  blood  contains  cell- 
forms  which  correspond  with  the  characteristic  cells  of  the  organs 
indicated.  Thus  in  lymphatic  leukaemia  we  find  chieliy  the  small 
uninuclear  cell-forms,  which  correspond  to  the  ccIIb  of  lymphaden- 
oid  tissue.  On  the  other  hand  in  myelogenous  and  mixed  leu- 
kaemias large  uninuclear  cells  ap])ear,  which  correspond  to  thfise 
found  in  the  bone-marrow  (myelocytes)  but  not  in  normal  blood ; 
in  this  case,  too,  the  eosinophile  cells  in  the  blood  are  increased  in 
number. 

Finally,  it  is  capable  of  demonstration  that  in  leukaemia  the 
tissue-elements  of  the  organs  which  produce  leucocytes  exhibit 
abundant  examples  of  karyokinetic  cell-division.  It  is  to  be 
noted,  however,  that  an  increase  of  the  colourless  cells  may  un- 
doubtedly take  plaice  outside  of  the  above-named  organs  (Bizzo- 
ZEHo,  Sl'ltoNCK.  MuLLEit,  StrObe),  for  the  leucocytes  have  been 
oltserved  to  divide  by  mitosis,  not  only  in  the  circulating  blood 
but  also  within  certain  organs  in  which  they  are  retained  ;  in  this 
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way  their  number  is  further  increased.  It  is  also  possible  that 
those  cells  which  reach  the  blood-current  are  in  part  endowed 
with  a  longer  life  than  the  ordinary  leucocytes.  The  last-named 
phenomena  suggest  an  explanation  of  the  fact  that  in  very  rare 
cases  (Leube,  Fleischer)  leukaemia  may  occur  unaccompanied 
by  any  recognisable  changes  in  the  spleen,  the  marrow  of  bone, 
or  the  lymph-glands.  Moreover,  there  is  nothing  to  prevent  us 
assuming  that  from  organs  not  perceptibly  hypertrophied  an  ab- 
normal number  of  colourless  cells  may  be  supplied  to  the  blood. 

The  diminution  of  the  number  of  red  corpuscles  which  takes 
place  in  the  majority  of  cases  of  leukaemia  is  referable  to  the  fact 
that  the  process  of  their  formation  is  disordered.  The  nucleated 
red  corpuscles,  which  are  specially  apt  to  appear  in  the  blood 
in  myelogenous  and  mixed  leukaemias,  are  to  be  regarded  as 
immature  cells  that  have  escaped  from  the  marrow  of  bone. 

The  richness  of  the  blood  in  colourless  cells  generally  leads  to 
secondary  changes  in  the  different  organs.  These  are  indicated 
chiefly  by  an  accumulation  of  leucocytes  in  the  capillaries,  and 
later  on  by  the  migration  of  some  of  them  into  the  tissues.  Such 
leukaemic  infiltrations  occur  mainly  in  the  liver,  but  are  not 
wholly  absent  in  other  organs  and  tissues.  Sometimes  they  form 
not  only  diffuse  infiltrations,  but  also  more  definite  deposits,  which, 
in  the  form  of  greyish-white  nodular  patches,  can  be  recognised 
without  the  aid  of  the  microscope ;  they  are  spoken  of  as  leu- 
kaemic  lymphomata.  These  aggregations  originate  not  simply  in 
a  passive  accumulation  of  leucocytes ;  the  cells  probably  increase 
also  by  subdivision  and  multiplication  in  situ. 

In  the  blood,  in  the  spleen,  and  in  the  bone-marrow  of  those 
affected  with  leukaemia  Charcot's  crystals  are  not  infrequently 
found  after  death.  These  are  recognisable  as  sharp  acicular 
octahedral  crystals. 

The  aetiology  of  leukaemia  is  not  known.  It  is  improbable 
that  all  the  diseases  which  are  designated  as  leukaemia  at  the  pres- 
ent time  have  the  same  genesis  and  causation.  The  course  of  the 
disease  is  usually  a  chronic  one,  though  acute  cases  are  occasion- 
ally met  with. 

The  proportion  of  multiimclear  cells  under  normal  conditions  amounts  to 
about  70  per  cent.,  that  of  eosinophile  cells  to  about  1  or  2  per  cent.,  of  the 
colourless  elements  of  the  blood  (Zappert).  The  view  that  leukaemia  is 
the  result  of  disease  of  the  blood-producing  organs  is  maintained  chiefly  by 
ViRCHOW,  Neumann,  Mosler,  Ehrlich,  and  Muller;  while  BiEsiADECxf, 
Renaut,  Lowit,  and  others  believe  it  to  be  a  primary  disease  of  the  blood 
itself,  in  which  the  colourless  elements,  perhaps  in  consequence  of  some  patho- 
logical alteration  of  the  blood-plasma  (Lowrr),  do  not  pass  through  the  normal 
cycle  of  changes,  but  retaining  their  vitality  are  deposited  in  the  tissues,  and  so 
lead  to  organic  disorders.  The  peculiarities  of  the  cells  appearing  in  the  blood, 
and  in  particular  the  occurrence  of  cells  which  resemble  those  of  the  bone- 
marrow,  and  like  them  present  the  same  neutrophile  granulation  (Ehrlich), 
support  the  theory  that  lukaemia  is  primarily  a  disease  of  the  organs  that 
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produce  the  red  and  white  blood-oorpuscles.  This  does  not  exclude  the  possi- 
bility that  the  colourless  cells  which  reach  the  blood  may  increase  within  the 
Tessels  in  some  pathological  manner,  and  maintain  their  vitality  beyond  the 
normal  period.  It  is  a  noteworthy  fact,  however,  that  affections  of  the  spleen 
and  of  tne  l^mi>h-elands  (see  Sect.  Ill),  which  are  anatomically  identical  with 
those  occurring  in  leukaemia,  may  exist  without  any  accompanying  leukaemia 
(pseudo-leukaemia,  splenic  and  lymphatic  anaemia).  Thus  hypertrophy  of  the 
spleen  and  lymph-glands  does  not  always  lead  to  an  increased  influx  of  colour- 
less cells  into  the  blood. 

Summaries  of  the  present  state  of  our  knowledge  of  leucocytosis  and  of 
leukaemia  are  given  in  the  memoirs  of  Rieder  and  MUller,  cited  below. 


References  on  Leucocytosis  and  Leukaemia, 

AsKANAZY :  Acute  leukaemia  F.  A .  137  1894 

BiONDi :  White  corpuscles  in  leukaemia  A.  p.  le  scienze  med,  xiii  1889 

BizzozERO  I   V.  A.  97,  99;  Centf,  med,  Wiss.  1868,  69,  79 

Charcot  and  Robin  :  Crystals  Comptes  rend.  Soc.  de  biol.  no.  49  v  1853 

Ehrlich  :  Colorimetry  of  the  blood  Gesamm.  Mittheil.  i  Berlin  1891 

ErcHHORST:  Acute  leukaemia  V.  A,  130  1892 

Felsrnthal:  Haematology  A,/,  Kinderheilk.  xvi  1892 

Fleischer  and  Penzoldt:  D,A,f.  klin.  Med,  xxvi  Leukaemia  1880 

Gabritschbwski  :  Eosinophile  cells  in  bronchial  asthma  A.  f,  exp.  Path,  28 

1890 
Geigel:  Red  corpuscles  in  pseudo-leukaemia  D.  A,  f.  klin.  Med.  xxxvii  1885 
GoLDSCHEiDER  and  Jacob  :  Variations  in  leucocytosis  Z.  f.  klin.  Med.  25  1894 

(with  references) 
Hatem  :  Du  sang  Paris  1889 

JoAS  :  Inflammatory  leucocytosis  Ziegler's  Beitrdge  x  1891 
Kanthack  :  Leucocytosis  from  bacterial  products  B.  M.  J.  1892 
Labadie-Lagrave  :  Maladies  du  sang  Paris  1893 
vox  Limbeck  :  Inflammatory  leucocytosis  Z.  /.  Heilk.  x  1889 ;  Leukaemia  and 

leucocytosis  Cent.  f.  allgem.  Path,  ii  (p.  922) ;  Klin.  Pathol,  d.  Blutes  Jena 

1892 
Lowit:    Wien.  Sitzungsher.  88  1883,  92  1885,  95  1887;   Physiol,  u.  Pathol,  d. 

Blutes  Jena  1892;  Leukaemia  Cent.f.  allgem.  Path,  v  1894 
Maurel  :  Recherches  exper.  sur  les  leucocytes  Paris  1891 
Mosler  :  Ziemssens  Cyclop,  viii  New  York  1878 
MuiR  :  Leucocythaemia  Joum.  of  Path.  1 1892 
MtJLLER,  H.  Fr.  :  Leukaemia  D.  A.  f.  klin.  Med.  xlviii  1891;  Lvmphaeraia 

ibid.  L  1892  and  Ziemssen's  Arbeiten  iii  1893;  Morphology  of  leukaemic 

blood  Cent.  f.  allgem.  Path,  v  1894  (with  references) 
MiJLLER  and  Rieder:  Eosinophile  cells  D.  A.  f.  klin.  Med.  xlviii  1891; 

Ziemssen*s  Arbeiten  iii  1893 
Neumann:  Cent.f.  med.  Wiss.  1868-69;  Arch.f.  Heilk.  xi;  Berl.  klin.  Woch. 

1878;  V.A.  116  1889 
Reinbach  :  Leucocytes  in  malignant  disease  A.f.  klin.  Chir.  xlvi  1893 
Richter  and  Spiro:   Leucocytosis  from  cinnamic  acid  A.  f.  exp.  Path.  34 


Rieder:  Leukocytose  Leipzig  1892  (with  references);  Atlas  d.  Blutes  Leip- 
zig 1893 

Robert:  Leucocythaemia  «/ot<rn.  of  Path.  1892 

Schmidt:  Formation  of  corpuscles  in  liver  and  spleen  Ziegler^s  Beitrdge  xi 
1892 

Schulz:  Leucocytosis  D.  A.f.  klin.  Med.  li  and  Ziemssen*s  Arbeiten  iii  1893 

TcHiSTOViTCH :  Fibrinous  pneumonia  Annal.  de  I* Inst.  Pasteur  v  1891 

Troje  :  Leukaemia  and  pseudo-leukaemia  Fortschr.  d.  Med,  x 

Ybhsemeter  :  Leukaemia  MUnch.  med.  Woch.  1893 


12  THE  BLOOD.  [CHAP.  I,  ART.  2 

ViRCiiow:  Cellular  pathology  (Berlin  1859)  London  1860,  Gemmm.  AhhandL 

1862 
Vogel:  Disorders  of  the  composition  of  the  blood  Virchow^s  Handh.  d.  spec. 

Path.  I  Erlangen  1854 
Waldeyer:  Hyperplasia  of  bone-marrow  V.  A.  52  1871 
Wertheim  :  Blood-iormation  in  leukaemia  Z.  /.  Heilk,  xii  1891 
Westphal:  Charcot's  crystals  in  lymph  D.  A,f.  klin.  Med,  xlvii  1891 
Zappert  :  Eosinophile  cells  in  the  blood  Z./.  klin.  Med.  28  1893 
Zenker  :  Charcot's  crystals  D,  A.f.  klin.  Med.  xviii  1876 


CHAP,  n,  ABT.  3] 


THE  LYMPH 


CHAPTER  n 
THE  LYMPH 


S.  The  lymph  is  a  liquid  transuded  from  the  blood-Tesaels, 
bother  with  certain  products  of  tiasue-metabolism,  and  in  special 
parts  also  (^e.ff.  the  lsct«aLi)  substances  brought  to  the  lymph  from 


a  blood-v«gMl  filled  with  blood 

6  tunick  media 

e  BdTeatitl&  with  Its  lymph-sbektb 

d  nnalCered  nearo|;1ia-ceIU 

e  fatty  neuroglia-cellH 

/  biuncleat  neuroglla-cella 

g  selenitic  tissue 


A    lymphoid  cells 

A|  lympbciid  c«11b  coDtalning  a  few  oil* 

)[lubuleB. 
Aj  (at-ttranule  cmriera 
A,  plKmeDt-graaule  cells,  B — '-'- 

ing  red  cr '~ 


withoat.    The  lymph-glands  contribute  a  number  of  lymphoid 
elements  in  addition  to  the  few  cells  derived  from  the  blood. 
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Morbid  conditions  of  the  blood,  as  well  as  diseases  of  the  tissues, 
accordingly  give  rise  in  general  to  changes  in  the  lymph ;  and  sub- 
stances taken  up  into  tne  tissues  from  without  very  frequently 
reach  the  lymphatic  channels. 

Many  of  the  changes  in  question  are  not  physically  demonstra- 
ble, being  due  to  substances  that  are  dissolved  in  the  lymph.  As 
regards  the  morphological  elements  of  the  pathologically  altered 
lymph,  the.  changes  in  them  relate  to  the  number  and  nature  of 
the  cells  it  contains,  and  to  the  addition  of  products  of  the 
disintegration  of  the  tissues,  or  of  foreign  matters  derived  from 
without.  As  illustrative  of  such  changes  in  the  normal  contents 
of  the  lymph,  we  may  refer  to  Fig.  1,  representing  the  degenera- 
tive process  resulting  from  a  haemorrhage  in  the  brain.  Here  the 
circumvascular  lymph-vessels  (Fig.  1  (?)  contain,  along  with  the 
unchanged  lymphoid  elements,  certain  cells  which  are  loaded  partlv 
with  colourless  (Aj  A^)  detritus  of  the  brain-substance,  partly  witti 
disintegrated  blood-corpuscles  (Ag).  In  a  lymphatic  vessel  pro- 
ceeding from  an  inflamed  tissue  the  number  of  cellular  elements 
in  the  lymph  is  very  markedly  increased.  Often  mixed  with  the 
Ivmph  are  found  cast-off  endothelial  cells,  some  subdividing,  others 
degenerate.  Not  infrequently  local  coagulation  of  the  lymphatic 
contents,  with  the  formation  of  fibrin,  is  observed.  If  a  new 
growth  has  broken  into  a  lymphatic  vessel,  we  may  find  the 
tumour-cells  in  the  lymph.  Where  bacteria  have  invaded  the 
tissues,  colonies  of  microbes  may  develope  in  the  lymph-channels. 


SECTION  II 


THE  VASCULAR  MECHANISM 
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CHAPTER  III 


MALFORMATIONS  OF  THE  HEART  AND  GREAT  VESSELS 

4.  Malformatioiis  of  the  heart  are  of  frequent  occurrence, 
and  have  great  practical  importance,  inasmuch  as  they  often  on 
the  one  liand  cause  non-viability  of  the  foetus,  and  on  the  other, 
where  life  after  birth  is  possible,  induce  conditions  of  more  or 
less  imperfect  circulation,  and  a  disposition  to  other  and  more 
extensive  lesions.  Not  infrequently  also,  in  circumstances  involv- 
ing great  demands  upon  the  activity  of  the  malformed  heart,  they 
lead  ultimately  to  a  fatal  issue. 

In  most  cases  we  have  to  deal  with  primary  arrest  of  develop- 
ment and  with  disturbances  of  growth,  resulting  in  an  imperfect 
development  of  some  part  of  the  heart  or  in  abnormality  of  its 
position  and  configuration.  Only  in  rare  instances  do  morbid 
processes  in  utero^  such  as  inflammations,  inhibit  or  disturb  the 
normal  development  of  the  heart. 

In  the  majority  of  cases  the  primary  failure  lies  in  the  absence 
or  defective  development  of  the  septa  which  divide  the  simple 
cavity  of  the  embryonic  heart  into  a  right  and  a  left  ventricle, 
and  into  a  right  and  a  left  auricle,  and  the  truncus  arteriosus  into 
the  aorta  and  pulmonary  artery. 

In  addition  to  these  defects  we  meet  with  malformations  of 
the  valves,  stenosis  and  closure  of  the  auriculo- ventricular,  the 
arterial,  and  the  venous  orifices  ;  and  lastly  malposition  and  faulty 
development  of  the  large  arterial  trunks  and  their  branches,  and 
of  the  veins  entering"  the  auricles. 

Stenosis  of  the  pnlmonary  artery  (Fig.  2  d  d^),  a  somewhat 
frequent  malformation,  may  involve  the  arterial  trunk  as  well  as 
the  conus  arteriosus  and  the  ostium,  the  valves  being  at  the  same 
time  more  or  less  malformed.  Sometimes  there  is  complete  clos- 
ure or  atresia  of  the  pulmonary  orifice.  These  malformations 
occur  in  association  both  with  closed  and  complete  ventricular 
septa  and  with  defects  (e)  in  the  ventricular  or  auricular  septum, 
the  former  combination  being  however  infrequent.  Very  often 
these  malformations  are  combined  with  anomalies  in  the  position 
of  the  large  arterial  trunks,  both  of  these  vessels  arising  from 
the  right  ventricle,  or  the  aorta  from  the  right  ventricle  (a  c)  and 
the  pulmonary  artery  from  the  left  ventricle  (d  dj),  a  condition 
which  might  be  termed  transpofntion  of  the  arterial  trunks.     If 
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the  diameter  of  the  pulmonary  orifice  measure  less  than  a  certain 
amount,  tiie  pulmonary  circulatton  can  be  adequately  maintained 
only  when  the  ductus  aitenosus  remains  patent 


Malforhatidn  o 


•    right  Tentricle  opened  near  lu  inargia  /   aoterlor  portlnn  o[  the  septum  ert«iid- 

h    BteDosed  rlgbt  ostium  Tenonun  ng  to  the  aorta   n  the  left,  between 

e    aoria  arising  from  the  right  venlTlde  the  anlerior  and  left  segment  of  the 

d   orifice  of  the  pulmonary  arterj' if]  lying  — .-- 
postpriorly 
e    defect  of  the  anterior  ventrical  »r  septum 

Stenosis  snd  atreeiB  of  the  aorta  occur,  like  the  analogous 
conditions  of  the  pulmonary  artery,  both  with  and  without  defect 
of  the  interventricular  septum.     These  malformations  are  some- 
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times  accompanied  by  transposition  of  the  aorta,  or  may  be  com- 
bined with  other  forms  of  cardiac  malformation. 

When  the  aortic  orifice  is  markedly  constricted  or  entirely 
closed,  the  ventricular  septum  being  properly  developed,  the 
foramen  ovale  and  the  ductus  arteriosus  usually  remain  open,  so 
that  the  circulation  is  carried  on  chiefly  by  the  action  of  the  right 
heart,  and  the  blood  of  both  the  systemic  and  the  pulmonary 
circulations  is  driven  through  the  pulmonary  artery.  The  left 
ventricle  and  left  auricle  are  in  these  cases  generally  small  and 
imperfectly  developed. 

Stenosis  of  the  aorta  between  the  opening  of  the  ductus  arte- 
riosus and  the  origin  of  the  left  subclavian  (^isthmus  aortae)^  a 
slight  form  of  which  is  not  infrequent,  may  in  exceptional  cases 
be  very  marked ;  and  instances  are  described  in  which  the  aorta 
is  entirely  closed,  or  even  wholly  wanting.  The  collateral  circu- 
lation is  then  established  by  means  of  anastomoses  between  the 
branches  of  the  subclavian  and  the  descending  thoracic  and  abdom- 
inal aorta. 

Stenosis  and  atresia  of  the  venous  orifices  occur  in  the  right  as 
well  as  in  the  left  auricle. 

Misplacement  (or  transposition)  of  the  large  blood-vessels 
occurs  along  with  other  malformations  of  the  orifices,  of  the  ves- 
sels, and  of  the  septa,  as  well  as  in  the  absence  of  such  malfor- 
mations. In  these  cases  the  vessels  sometimes  maintain  their 
connexion  with  their  proper  ventricles ;  at  other  times  an  inter- 
change takes  place. 

Defects  of  the  ventricular  septum  may  involve  the  entire 
partition  (cor  biloculare  biatriatum)^  in  which  case  only  one  ven- 
tricle is  present.  They  are  more  frequently,  however,  limited  to 
the  anterior  or  posterior  region  of  the  septum,  or  even  to  a  por- 
tion of  one  of  these.  The  defect  may  be  combined  with  a  like 
defect  of  the  auricular  septum  (cor  biloculare)^  or  with  malforma- 
tions of  the  arterial  trunks  and  orifices,  as  well  as  of  the  venous 
orifices.  Persistence  of  'the  truncus  arteriosus  may  be  associ- 
ated with  defects  of  the  anterior  septum ;  the  latter  however 
occurs  much  more  frequently  in  association  with  stenosis  of  the 
pulmonary  artery.  In  partial  defects  of  the  septum  the  aorta  is 
generally  displaced  to  the  right. 

Defects  of  the  aorictilar  septum,  more  or  less  extensive, 
are  met  with  either  by  themselves,  or  in  conjunction  with  other 
malformations.  Most  frequently  the  foramen  ovale  remains  open ; 
less  often  a  defect  is  found  beneath  the  membranous  margin  of 
the  foramen.  Total  absence  of  the  septum  constitutes  the  cor 
biloculare  biventricular e. 

Malformations  of  the  valvular  segments  may  occur  in  the 
auriculo-ventricular  valves,  which  are  sometimes  abnormally  short, 
or  adherent  to  each  other ;  abnormal  constriction  and  occlusion  of 
the  orifices  are  also  met  with.     In  the  latter  condition  the  circula- 
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\'u<n  r'.»n  t»kR  \i\iu.f.  rit\\j  when  »n  openinj^  peniats  in  the  aoricolar 
M;ptiirn. 

Thft  nnmbwr  of  the  aftjfmftnta  of  the  semilnnax  or  sigmoid 
valv*?«  may  b«  ex(;«fwive  or  defectivft  at  either  of  the  arterial 
firififteM. 

P«nlstiae«  of  tlw  iliictoi  arfrtowM  i-t  broa^t  about  chiefly 
AH  »  ntHiilt  of  'ithwr  (l«fKf:Lt  in  lievr^lDpment.  sach  aa  Stenosis  of  the 
piilmonary  artfrry,  of  the  aorta,  or  of  one  of  the  venons  orifices. 
It  also  <K:<:\\rA  apart  from  any  other  form  of  canliac  malformation. 

Frnin  thnir  nrimplrxity.  ic  \»  not  alway;)  eaxj  tn  gain  a  clear  conception  of 
the  fl^nrMiTt  rif  r.hftw  malformatirin.^-  More  exact  knowlril^  of  the  hidtoiy  of 
thn  H'nRiopmAnt  of  the  heart,  vhich  «e  ove  ui  Hi.4  an«l  BitKX.  has  materullj 
»i(l«rl  'iiir  iiridnr-itandinz  of  th»rir  ori^n.  in  reij;&r<l  tmtb  [o  defecta  of  the  iseptk 
an'l  to  irialformar.ioii't  oi  th«  ^rMrial  anit  renoiL-i  orificen- 

The  hrimao  htart  i.4  originallv  forme'l  oul  of  a  -tlmii^ht  tube,  which  later  on 
(•«>y>nn»  i^iirv<>d  and  S^hap*:!!  CtlERTWR>).  From  tlie  anKrior  extremity  of 
tbii  xr'if*;  th«  two  primitive  ai-.rt.ic  archftM.  while  iw  ponterior  extremity  receive* 
thB  (W'l  vitelline  v\n*  (rrnnt '•mphi^o-mrfat^trir-tf.).  When  the  tube(Fi^.  :t) 
ha»  tfurhfA  a  ortain  .'ixe  arid  pixitlon  in  the  emnryo.  the  aereral  parts  become 
dilTKrfrrit.ialJ-rl,  fh«  widening  venoiu  portion  and  the  arterial  portion  beiii^ 
•eparatefl  >>y  a  narrower  Ui\*:,  the  aaricular  canal  (ic):  the  caritied  are 
thpnppffirward  recotjnisaMe  a*  auri':le  fi)  and  ventricle  (r).  At  the  same 
iiiricleK  devetope  lateral  poucheit  (tit),  which  become  the  apptmlieei 
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rn    rlttlil  v.-iitrli 
If     \rlt  vrTilrlc'l. 


Ii^ft  appendix  suricolae 
right  appendii  anrieulae 


I  ti  tho  region  <jf  the  auricular  i^anal  where  the  auric ulo-ve utricular  valves  are 
iei|Ui'iitly  formed,  the  endothelial  tube  narrows  and  is  markedly  Battened  in 

Kittit]  dinictinii,  so  that. its  oii^ite  walls  come  nearly  into  contact, 
n  rndiiiientary  ventricle  (rig'  3  v)  forms  a  bent  tube  which  narrows 
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tovTurd  the  aortic  bulb  Qa).  This  is  soon  grooved  est«rnally  by  a  straight 
furrow,  the  sulcus  intervuiitricularia  (Fig.  4  li),  mnDing  from  above  down- 
wardii,  by  which  the  ventricle  is  divided  externally  into  a  right  and  a  left  hall, 
of  irhich  the  former  is  continued  into  tlie  truncus  arteriosus.  The  formation  of 
septa  within  the  heart  follows  in  the  portiou  of  the  ventricle  corresponding  to 
the  externally  visible  interventricular  huIcub  (Fig.  4  ai).  On  the  inferior  and 
posterior  vrall  a  ri<^  arises  (Fi^.  5  v»),  which  is  the  rudiment  of  the  septum 
ventriculoruui,  and  grows  from  netow  upwards.  Very  soon  on  the  posterior 
wall  of  the  auricle,  Ui  the  left  of  the  venous  orifice  (Fig.  5  $r),  a  process  of  con- 
nective tissue  (si)  appears  in  the  region  of  the  auricular  canal,  whose  walls  at 
this  stage  assume  the  form  of  an  annular  projecting  fold  directed  downward  (the 
rudimentary  valvular  segments),  and  this  process  divides  the  auric ulo-ve utricular 
orifice  into  a  right  and  a  left  half.  His  t«rms  this  portion  of  the  septum  the 
itplum  iittfrmeilium. 


bi  left  ventricle  ir    mouth  of  the  siniia  reuniens  («iitiu  ve- 

n>  lif^t  ventricle  nooua  uf  Bokn) 

ti  septum  inlermedlDm  at    anricnlar  septuTii  (aiiririilar  i^resceiit  of 

la  left  anricle  His,  arplam  prinnim  of  Born) 

m  riicht  luricle  u    septum  spurium     *  Eustachian  valve 

v»  ventricular  septum 

In  the  seventh  week  this  septum  unites  with  the  septum  of  the  ventricles, 
«Dd  forms  thus  the  middle  segment  of  the  auriculo-ventricular  valves.  The 
other  segments  of  the  mitral  and  tricuspid  valves  are  formed  from  the  wall  of 
the  ventricular  cavity. 

The  differentiation  of  the  truncus  arteriosus  into  an  aorta  and  a  pulmonary 
artery  follows  directly  upon  the  formation  of  the  ventricular  septum.  It  Itegins 
with  a  flattening  of  the  tube,  and  this  is  followed  by  the  appearance  of  two 
longitudinal  ridges  on  the  flattened  si<les,  which  grow  toward  each  other  and 
then  unite.  Later  on,  the  aorta  and  pulmonary  artery  become  externallv 
distinct. 

The  process  of  division  in  the  trunciis  arteriosus  begins  above,  and  extends 
downward  till  it  reaches  the  ventricular  cavity.  The  partition  then  unites 
with  the  ventricular  septum  by  a  secondary  process  of  cohesion.  The  inferior 
portion  of  the  truucos  lorms  the  membranous  portion  of  the  ventricular  septum. 
The  development  of  the  semilunar  valves  begins  liefore  the  division  of  the 
truncus.  Four  prominences  of  a  gelatinous  texture  are  formed;  and  of  these 
two  are  bisected  in  the  process  of  division  of  the  arterial  channels,  so  that 
preaently  three  prominences  appear  in  each  trunk. 
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The  Auricular  septum  begins  to  develope  on  the  superior  wall  of  the  auricle, 
from  which  point  it  grows  (Fig.  5  at}  downward,  until,  in  the  region  of  the 
auricular  canal,  it  reaches  the  septum  intermedium  (li)  and  coheres  with  it; 
thus  the  auricle  aa  well  aa  the  auricular  canal  is  divided  into  halves.  Here, 
however,  the  division  again  becomes  iucomplete,  for  an  opening  appean  in  tba 
septum,  the  forameD  ovale,  which  closes  only  after  birth. 

The  truncus  arteriosus  at  a  certain  stage  of  embrronic  development  gives 
origin  to  five  pairs  of  primitive  aortic  arches,  from  whose  confluence  the  aorta 
dorsalis  arises  (Fig.  6).  Upon  the  division  of  the  heart  into  it«  several  dif- 
ferentiated portions,  transformations  occur  in  the  arterial  arches,  whereby  the 
division  of  the  circulation  into  the  major  and  minor  systems  is  affected.  The 
plan  of  the  embryonic  vascular  system,  originally  symmetrical,  now  becomes 
asymmetrical.  The  manner  in  which  this  is  effected  is  shown  in  the  two  dia- 
grammatic  schemes  of  Figs.  6  and  7.  The  essential  points  in  the  process  of 
transformation  are  the  divtsion  of  the  truncus  into  aorta  and  pulmonary  artery, 
the  obliteration  of  some  of  the  primitive  aortic  arches,  and  the  further  develop- 
ment of  the  remainder. 

In  Fig.  7  the  parts  which  persist  are  black  or  shaded,  while  those  ultimately 
obliterated  are  left  white.  The  connecting  link  between  the  pulmonary  artery 
and  the  aorta,  the  ductus  arteriosus,  is  obliterated  last,  since  it  closes  only  after 
birth. 
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The  venous  trunks,  with  the  exception  of  the  ascending  vena  cava,  are  oiigir 
nally  paired  and  syminetricul,  and  unite  in  the  tinus  rfunien*  (Fig.  6  tr)  ;  tUs 
later  on  disappears  as  an  independent  structure,  and  is  absorbed  into  the  auri- 
cles. Through  the  further  development  of  some  and  the  involution  of  other 
veins,  the  ultimately  asymmetrical  venous  system  is  produced. 

A  comparison  of  the  malformations  of  the  heart  with  the  st^^  of  its  develop- 
ment shows  that  the  malformations  result  essentially  from  defective  or  perverted 
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development  of  the  septum,  the  ventricle,  the  auricle,  and  the  truncus  arteriosus, 
and  from  failure  of  their  normal  coherences.  This  is  true  not  only  of  defects 
in  the  septum,  but  also  of  anomalies  of  position  and  abnormal  narrowness  of 
the  arteries.  Union  of  the  septum  intermedium  with  the  wall  of  the  auricular 
canal  leads  to  closure  of  the  auriculo-ventricular  orifice,  or  at  least  to  an  abnormal 
coherence  of  the  valvular  segments.  Abnormal  subdivision  of  the  truncus 
arteriosus  may  also  induce  malformations  of  the  valves;  and  incomplete  develop- 
ment of  the  rudiments  of  the  valves  may  result  in  morbid  alterations  of  their 
texture.  Disorders  of  evolution  in  the  aortic  arches  are  apt  to  give  rise  to 
anomalies  of  the  arterial  trunks. 

References  on  the  Development  of  the  Heart. 

Born  :  Development  of  the  mammalian  heart  A.f  mikrosk.  AnaU  xxxin  1889; 

Anat.  Anzeiger  ill  (p.  606)  1888 
Hertwig  :  Lehrb.  d.  Entwickelungsgeschichte  Jena  1893 
His:  Anatomie  menschL  Embryonen  iii  Leipzig  1885;  Beitr,  z.  AnaU  d,  menschL 

Herzens  Leipzig  1886 

References  on  Malformations  of  the  Heart. 

Arnold:  Development  of  auricular  septum  F. -4.  51 1870;  Congenital divertio- 

ulum  of  the  heart  V.  A,  137  1894 
Babes  :  Peculiar  cases  Jahrh.f.  Kinderheilk,  xiv  1879 
vox  Buhl:  Cases  Z.f.  Biol,  xvi  1880 

Chiari  :  Cor  triloculare  Jahrb.  f.  Kinderheilk.  xiv,  x v  1879-80 
DiLG  :  Rare  cardiac  anomalies  F.  ^.91  1883 

Dittrich:  Variations  in  the  aortic  arch  Prag,  Z.f  Heilk,  vii  1886 
Eppinger  :  The  diaphragmatico-retromediastinalis  muscle  and  primary  defects 

of  the  septum  Cent.f  allg.  Path,  v  (p.  859) 
Epstein  :  Cardiac  defects  Prag.  Z.  f.  Heilk.  vii  1886 
FoRSTER :  Die  Misshildungen  d.  Menschen  Jena  1865 
Gelpke:  Selten.  fall  von  angeh.  Herzfehler  Basle  1883 
Greenfield  :  Trans.  Path.  Soc.  xxvii  London  1876 
Kollmann  :  Anomalies  of  vena  cava  inferior  Anat.  Anzeiger  viii  1893  (with 

references) 
vox  Krzywicki:  The  membranous  interventricular  septum  Ziegler's  Beitr&ge 

VI 1889 
Kussmaul:  Pulmonary  stenosis  Z.f.  rationale  Med.  1866 
Leo:  V.  A.  103  1886;  Pulmonary  stenosis  and  atresia  D.  med,  Woch,  1886 
Mackenzie  :  Trans.  Path.  Soc.  xxxi  London  1880 
Mann  :  Cor  triloculare  biatriatum  Ziegler*s  Beitrdge  vi  1889 
Marc  hand:  Ahlfeld*8  Berichte  und  Arheiten  1881-^2 
Marti NOTTi :  Gazetta  d.  cliniche  1886,  Anat.  Anzeiger  1 1886 
Martinotti  and  Sperixo:  A.  ital.  de  hid.  vi  1885 
Middendorp:  Pulmonary  atresia  Internat.  Monatsschr.  f.  Anat.  ni  1886 
Orth:  Defect  in  ventricular  septum  V.  A.S2  1880 
Pisenti  :  Rare  tricuspid  anomaly  Lacori  patol.  di  Perugia  1890 
Pott:  Foetal  affections  Jahrb.  f.  Kinderheilk.  xiii  1879 
Preisz  :  Congenital  defects  of  the  heart  Ziegler*s  Beitrdge  vii  1889 
Rauchfuss:  GerhardVs  Handh.  d.  Kinderkrankh.  \y 
Reil:  D.  A.f.  klin.  Med.  xvii 

KoKiTANSKY :  Defecta  d.  Scheidewdnde  d.  Herzens  Vienna  1875 
Ruge:  Defects  of  the  auricular  septum  V.  A.  126  1891 
ScHM ALZ  :  Pathogenesis  of  cardiac  defects  D.  med.  Woch.  1888 
T5NNIE8 :  Ueb.  eine  sell.  Misshild.  d.  Herzens  Gottingen  1886  ' 
Yexturi  :  Rare  cardiac  lesions  Rev.  de  med.  xiii  ISBZ 
Wagner  :  Pulmonary  atresia  and  tricuspid  stenosis  with  complete  ventricular 

septum  Inaug.  IHsm.  Giessen  1889 
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References  on  Aortic  Stenosis  near  the  Ductus  arteriosus. 

Bakik  :  Congenital  stenosis  of  descending  aorta  Rev.  de  med.  vi  1886 
Eppingek:  Congenital  aortic  stenosis /Vary.  Vierteljahrssvhr.  112  1871 
Lebert  :  Aortic  stenosis  near  ductus  arteriosus  T.  A .  4  1852 
LuTTicu  :  Obliteration  of  aorta  near  ductus  A,  d.  Heilk.  xvii  1876 
Martens  :  Two  cases  of  aortic  atresia  V.  A.  121  1890 
Sommerdrodt:  Obliteration  of  aorta  near  ductus  F.  ^4.  91  1883 

5.  It  is  not  rare  for  the  heart  to  be  abnormally  small  in  pro- 
portion to  the  body-weight.  This  condition  is  described  as  car- 
diac h3rpoplasia.  The  heart  is  either  abnormally  small  at  birth, 
or  fails  to  attain  sufficient  development  later.  Sometimes  in 
adults  the  heart  may  be  no  bigger  than  it  normally  is  in  chil- 
dren of  seven  or  eight  years.  Such  extreme  cases  are  rare,  but 
minor  degrees  of  hypoplasia  are  often  met  with.  According  to 
ViRCHOW,  cardiac  hypoplasia  is  common  in  patients  of  both  sexes 
suffering  from  chlorosis  or  haemophilia.  In  the  majority  of  cases 
there  is  an  accompanying  hypoplasia  of  the  arterial  vascular  sys- 
tem, the  aorta  and  arterial  trunks  being  narrow  and  thin-walled  : 
the  genital  organs  may  also  be  ill-developed,  and  sometimes  the 
entire  body  is  undersized.  The  abnormal  thinness  and  narrow- 
ness of  the  arteries  are  often  associated  with  anomalies  in  their 
distribution  ;  while  corrugated  and  lattice-like  irregularities  of 
the  surface,  and  fatty  deposits,  are  observed  in  the  inner  coat  of 
tlie  aorta.  In  many  cases  rupture  of  such  an  aorta  has  been 
recorded. 

Congenital  h3rpertrophy  of  the  whole  or  a  part  of  the  heart 
is  seen  when,  from  alterations  in  the  ostial  orifices  and  vascular 
trunks,  the  forward  propulsion  of  the  blood  is  rendered  difficult. 

Among  the  malpositions  of  the  heart  in  the  thorax  we  occasion- 
ally find  the  condition  termed  transpositio  cordis^  or  deziocardia. 
Here  the  heart  is  situated  on  the  right  side,  the  malposition  being 
part  of  a  general  situs  viscerum  inversus^  and  but  rarely  unac- 
companied by  other  anomalies.  In  cases  of  fissural  malformation 
of  the  anterior  thoracic  and  abdominal  wall  the  heart  is  not  uncom- 
monly displaced  forwards  {ectopia  cordis^.  The  pericardium  in 
these  cases  may  be  present  or  absent. 

According  to  Thoma,  the  average  weight  of  the  heart  in  the  new-born 
infant  is  20*6  grammes ;  at  the  age  of  17,  233*7  grammes ;  in  full  manhood, 
303  grammes.  In  women  tliis  weight  is  about  40  grammes  less.  The  length 
of  the  fully  developed  lieart  (Beneke)  is  on  the  average  about  9*0  centimetres, 
the  breadth  10*7  cm.,  the  thickness  3-G  cm.  The  thickness  of  the  right  ventri- 
cular wall  is  2-0  to  3-0  millimetres;  that  of  the  left  ventricular  wall,  7*0  to 
8-0  mm.  In  cases  of  hypoplasia  the  volume  of  the  heart  may  be  reduced  by  a 
third  or  more. 

According  to  Bexekk,  the  circumference  of  the  ascending  aorta  in  new- 
born infants,  at  it«  commencement,  measures  20  mm. ;  in  the  adult,  68  mm. : 
the  circumference  of  the  pulmonarv  artery  at  birth  and  in  the  adult  is  23  mm. 
and  65  mm.  respectively.  Above  tlie  bifurcation  of  the  aorta  into  the  common 
iliac  arteries  the  circumference  in  adults  is  32  mm. 
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References  on  the  Size  of  the  Heart  and  Large  Blood-vessels. 

Bambkrgkr:  Lehrb.  d.  Krankh.  d,  HerzensY\e\m?k  1857 

Beneke  :  Grundlagen  d.  Constitutionsatiomalieen  Marburg  1878 

vox  Bl'hl:  Miinch.  paihoL  MittheiL  Stuttgart  1878 

Cammaxx:  New  York  Med.  Gaz.  vi  1870-71 

Thoma:  Griisse  u.  Gewicht  d.  anat,  Bestandtheile  Leipzig  1882 

Viekordt:  Anat.  Daten  u.  Tahellen  Jena  1893 

ViRCHOW  :  Chlorose  u.  Anomal.  am  GefUssapparate  Berlin  1872 
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CHAPTER  IV 
MORBID  ALTERATIONS  OF  THE  HEART  AS  A  WHOLE 

6.  Dimination  in  the  size  of  the  heart  depends  essentially 
upon  atrophy  of  its  muscular  and  adipose  tissues,  and  occurs  most 
frequently  in  persons  whose  general  nutrition  is  defective,  and 
whose  blood  is  greatly  reduced  in  amount.  In  senile  marasmus 
and  in  cancerous  cachexia  the  weight  of  the  heart  may  sink  below 
half  the  normal  amount.  The  adipose  layer  of  the  atrophic  heart 
is  almost,  or  even  entirely,  absent,  and  is  replaced  by  a  gelatinous 
translucent  material  resembling  mucous  tissue-  The  vessels  cours- 
ing over  the  surface  of  the  heart  are,  as  the  result  of  the  shrinking 
of  the  underlying  tissue,  more  or  less  tortuous.  The  muscular 
layers,  on  account  of  the  wasting  of  their  muscle-cells,  are 
thinned  and  frequently  coloured  brown,  or  yellowish-brown,  by 
the  formation  of  pigment  and  fat  in  their  substance.  The  cardiac 
cavities  are  small,  and  the  endocardium,  condensed  by  the  ccm- 
traction  of  the  tissue  that  was  formerly  spread  out  over  a  larger 
surface,  is  less  transparent  than  normal. 

iSnlargement  of  the  heart,  when  not  due  to  the  presence  of  a 
tumour,  is  caused  either  by  dilatation  of  its  cavities,  by  the  hyper- 
plasia of  its  muscular  structure,  or  by  an  increase  of  the  sub- 
epicardial adipose  tissue. 

Dilatation  of  the  heart  is  often  the  result  of  morbid  changes 
in  its  muscle,  which  make  the  walls  yield  more  readily  to  pressure 
(fatty  degeneration).  In  other  cases  it  is  caused  by  some  resist- 
ance to  the  emptying  of  the  heart-cavities  (stenosis  of  the  orifices, 
adhesions  of  the  pericardium,  diseases  of  the  lungs,  especially 
chronic  emphysema  and  pleuritic  adhesions),  or  by  alterations 
of  the  valves,  which,  if  the  ventricles  and  auricles  are  relaxed, 
permit  a  regurgitation  of  blood  from  the  arteries  into  the  ven- 
tricles, and  from  the  ventricles  into  the  auricles  (valvular  insuf- 
ficiency). The  dilatation,  according  to  the  cause  upon  which  it 
is  dependent,  sometimes  affects  only  one  ventricle  or  auricle,  some- 
times the  entire  heart,  and  may  be  so  great  that  the  circumfer- 
ence of  the  heart  reaches  twice  the  normal  measurement  or  even 
more.  Locally  circumscribed  changes  in  the  walls  (ischaemic 
softening  of  the  heart-muscle,  cardiac  scleroses,  Art.  11)  cause 
local  protrusions,  which  are  termed  aneoryBms  of  the  heart 
(Fig.  28). 
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Dilatation  of  the  heart  is  at  iirst  accompanied  by  thimung  of 
the  walls  of  the  distended  portion ;  but  the  distension  may  be 
combined  with  hypertrophy  of  the  muscular  structure.  This 
occiira  when  the  dilatation  is  produced  by  an  increased  resistance 
to  the  outflow  of  blood  from  the  heart,  or  by  regui^tation  of 
blood  into  the  heart  during  diastole. 

Hypertrophy  of  tho  cardiac  mtude  is  the  result  of  per*- 
sistent  increase  of  the  work  of  the  heart ;  but  this  condition 
induces  true  hypertrophy  only  when  the  demands  upon  the  heart 
do  not  exceed  a  certain  limit  and  the  muscle  is  well  nourished. 
The  causes  of  increased  cardiac  action  are  insufGciency  and  steno- 
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sis  of  the  valves  (Art.  9,  Figs.  19  and  20),  abnormal  narrowness 
of  the  arterial  trunks,  destruction  of  renal  tissue  whereby  the 
blood-pressure  within  the  systemic  circulation  is  increased,  dis- 
eases of  the  lungs  (emphysema,  pleuritic  adhesions)  which  in- 
crease the  pressure  in  the  minor  circulation,  adhesions  of  the 
pericardium  to  the  heart  and  lungs,  increase  of  the  total  amount 
of  blood  in  the  body,  nervous  excitement,  and  severe  bodily  exer- 
tion. Idiopathic  hypertrophy  of  the  heart,  in  other  words,  simple 
overgrowth  of  the  heart-muscle  from  internal  causes,  has  not  been 
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shown  to  occur.  The  increase  in  size  of  the  heart-muscle  is  there- 
fore always  symptomatic  ;  it  is  dependent  on  increased  work,  from 
whatever  cause  arising.  The  hypertrophy  accordingly  appears 
first  in  that  portion  of  the  heart  which  is  primarily  exposed  to 
the  abnormal  strain.  In  disease  of  the  aortic  valves  and  in  cases 
of  contracted  kidney,  this  portion  is  the  left  ventricle  (Fig.  8  a); 
m  insufficiency  and  stenosis  of  the  pulmonary  valves,  and  in  cases 
of  increased  resistance  within  the  pulmonary  circulation,  it  is  the 
right  ventricle. 

Hypertrophy  of  the  heart-muscle  causes  in  the  first  instance  a 
thickening  of  the  auricular  or  the  ventricular  wall  (Fig.  8  a). 
The  trabeculae  and  the  papillary  muscles  share  also  in  the  hyper- 
trophy, and  may  undergo  marked  increase  in  their  circumference. 
The  weight  of  a  hypertrophied  heart  may  reach  twice  the  normal 
amount,  or  even  more  ;  hearts  weighing  600  to  700  grammes  and 
more  are  thus  met  with. 

The  increase  in  the  size  of  the  heart-muscle  is  due  to  hyperplasia 
of  the  individual  muscle-cells.  It  is  difficult  to  determine  whether 
any  increase  in  the  number  of  cells  ajso  occurs  ;  when  the  hyper- 
trophy takes  place  in  the  first  years  of  life  this  is  not  improbable. 

In  hypertrophied  hearts  the  cavities  are  sometimes  dilated, 
sometimes  normal,  and  sometimes  smaller  than  normal,  present- 
ing the  conditions  known  as  eccentric,  simple,  and  concentric 
h3rpertrophy,  respectively.  The  dilatation  of  the  heart,  as  a  con- 
sequence of  increased  resistance  to  the  circulation,  may  precede 
the  hypertrophy,  or  takes  place  subsequently  in  an  already  hyper- 
trophied heart,  owing  to  secondary  degeneration  of  the  muscles. 

Lipomatosis  or  fatty  enlargement  of  tlie  heart  may  be  a  local 
manifestation  of  a  general  deposit  of  fat  over  the  entire  body  ;  it 
is  characterised  by  an  increase  in  the  yellowish-white  cardiac 
pannieulus  adlposus,  More  maj'ked  forms  of  lipomatosis  or  adi- 
posity tend  to  produce  collections  of  fat  in  the  intermuscular  and 
sub-endocardial  connective  structures,  so  that  the  muscular  sub- 
stance is  as  it  were  infiltrated  with  fatty  tissue,  and  a  layer  of  fat 
appears  beneath  the  endocardium.  Marked  lipomatosis  may  im- 
pair the  functional  power  of  the  cardiac  muscle. 

References  on  Hypertrophy  of  the  Heart, 

Aufrecht:  Path.  Mittheil.  no.  11  Magdeburg  1883 
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A  rbeiten  1886 

VON  Buhl:  Eccentric  hypertrophy  Munch,  path.  A  rbeiten  1878 
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CHAPTER  V 
MORBID  CHANGES  IN  THE  ENDOCARDIUM 

7.  The  endocardlnm.is  a  delicate  membrane  lining  the  heart, 
composed  of  connective  tissue,  and  containing  few  blood-vessels. 
The  valvular  segments  are  portions  of  the  endocardium ;  those 
guarding  the  aorta  and  pulmonary  artery  are  devoid  of  vessels, 
while  those  at  tlie  mitral  and  tricuspid  orifices  are  vascular.  The 
chordae  tendineae  are  provided  with  small  vessels  arising  from 
the  papillary  muscles. 

The  endocardium  is  frequently  the  seat  of  degenerative 
changes,  which  in  most  instances  affect  the  parietal  layer,  and 
in  other  cases  the  valves.  In  the  latter  situation  the  degenera- 
tive change  not  rarely  gives  rise  to  disorder  of  the  valvular 
functions. 

Fatty  degeneration  is  the  most  frequent  of  these  changes. 
This  change  is  manifested  by  the  formation  of  circumscribed 
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patches  of  an  opaque  white  colour,  which  are  found  most  com- 
monly on  the  valves,  and  less  frequently  upon  the  parietal  endo- 
cardium. The  fatty  changes  take  place  first  in  the  connective 
tissue,  and  later  in  the  superficial  endothelial  cells,  the  protoplasm 
of  which  appears  beset  with  oil-globules.  In  the  graver  degrees 
of  degeneration  the  interstices  of  tlie  connective  tissue  are  entirely 
filled  with  oil-globules  of  different  sizes  (Fig.  9).  This  condition 
usually  occurs  in  aged  persons  whose  vascular  system  elsewhere 
shoAvs  signs  of  similar  change.     But  it  may  also  occur  in  younger 
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persons,  and  is  found  in  association  with  the  most  varied  diseases, 
such  as  chronic  heart-disease,  anaemia,  marasmus,  toxic  and  infec- 
tive conditions,  and  the  like. 

Mucoid  degeneration  of  the  endocardial  tissue  occurs  chiefly 
in  old  age,  but  it  also  accompanies  morbid  thickening  of  the  valves, 
and  is  almost  entirely  confined  to  them.  It  generally  occurs  in 
patches,  leading  to  the  formation  of  circumscribed  thickenings  and 
prominences  upon  the  free  margins  of  the  valves.  These  patches 
present  a  gelatinous  appearance,  and  are  composed  of  mucoid  tissue 
containing  cells  (Fig.  10  6),  or  of  non-cellular  mucous  substance. 
In  the  former  case  the  texture  of  the  patch  resembles  that  of  the 
gelatinous  tissue  of  the  valves  of  the  foetal  heart. 

The  mucoid  degeneration  is  often  combined  with  fatty  changes; 
thus  one  portion  of  the  valvular  tissue  may  appear  fatty  and 
another  gelatinous,  or  the  cells  of  the  tissue  are  fatty  while  the 
ground-substance  becomes  mucoid. 

ScleroBis  of  the  connective  tissue  of  the  endocardium  is  seen 
chiefly  on  the  free  margins  of  the  valves,  the  condition  being  so 
frequently  met  with  in  old  age  that  it  may  almost  be  regarded  as 
a  physiological  change-  This  condition  leads  to  the  formation  of 
flattened  and  diffuse  thickenings  of  the  valve,  or  to  nodular 
prominences,  within  which  the  tissue  is  dense  and  either  obscurely 
fibrillar  or  quite  homogeneous,  and  contains  few  or  no  cellular 
elements. 

Sclerosis  of  the  valvular  tissue  is  frequently  combined  with 
fatty,. mucoid,  and  calcareous  change,  and  necrotic  disintegration 
of  the  degenerated  tissue  may  ultimately  take  place,  leading  to 
the  formation  of  patches  of  softening.  Ulcers  arise  when  such 
softened  and  degenerated  areas  break  down,  and  in  the  neighbour- 
hood of  these  ulcers  reparative  processes  are  usually  set  up, 
leading  to  infiltration  of  the  tissue  with  leucocytes.  This  com- 
bination of  morbid  changes  is  described  as  atheromatous  de- 
generation ;  it  is  a  frequent  cause  of  valvular  insufficiency  in  the 
aged.  Hard  calcareous  masses  are  sometimes  formed  by  the 
deposit  of  calcium  salts  in  the  neighbourhood  of  the  atheromatous 
patches,  and  in  many  cases  these  masses  seriously  obstruct  the 
movements  of  the  valves. 

When  from  any  cause  the  natural  texture  of  the  surface  layer 
of  the  heart  is  altered,  or  when  it  becomes  rough  or  irregular, 
finely-granular  thrombi  are  apt  to  form  on  the  affected  spots. 
These  take  the  form  of  circumscribed  yellowish  or  reddish 
deposits,  which  are  often  (but  not  quite  correctly)  described 
(Art.  8)  as  endocarditic  vegetations  (Fig.  11  6).  The  deposits 
form  as  a  rule  when  the  circulation  is  irregular  or  weak,  and 
appear  as  small  yellowish  or  reddish-yellow  nodes,  or  as  rough 
warty  masses.  They  are  generally  found  on  the  valves,  both 
about  the  ostial  attachment  and  on  the  free  surface.  If  these 
thrombi  are  not  washed  off  by  the  blood-current,  proliferation 
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takes  places  in  the  underlying  endocardium  (Fig.  11  c)  ;  this 
penetrates  the  thrombus  and  gives  rise  to  a  more  or  leas  complete 
substitution  of  cellular  connective  tissue  for  its  substance.  Many 
gradually  increasing  thickenings  of  the  valves  are  no  doubt  the 
result  of  repeated  thromboses  of  this  kind.  Larger  thrombi  may 
undergo  more  or  less  complete  calcareous  infiltration,  and  cases 
occur  in  which  the  valvular  sinuses  of  the  aorta  are  beset  with  a 
number  of  calcified  thrombi  in  the  form  of  irregular  serrated  ex- 
crescences, finnly  adherent  to  the  surface  of  the  valves, 

Sliglit  amyloid  degeneration  of  the  connective  tissue  of  the 
heart-wall  is  not  infretjuently  observed ;  it  occurs  under  the  same 
conditions  as  amyloid  degenerations  of  other  organs.  Degenera- 
tion so  marked  as  to  be  recognisable  without  the  aid  of  the  iodine 
or  methyl-violet  reaction  is  rare,  though  cases  have  been  recorded 
(Heschu  Ziegler,  Wild)  in  which  byaline  patches  and  streaks, 
as  well  as  circumscribed  hyaline  nodules,  had  formed  in  the  con- 
nective tissue  of  the  endocardium  and  in  that  of  the  myocardium 
and  epicardium. 


Fra.  11     Pboliferuus  urohth   it  - 
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III  rare  cases,  a  combination  of  amyloid  change  with  a  peculiar  IlyaliDS 
degetieiatloii  of  the  connective  tissue  is  observed.  The  tissue  thickens  iuid 
becomes  coiiiptetelv  hyaline,  and  then  breaks  ii)>  into  translucent  fragnii:'iit«. 
some  jiortionfl  yieMiiig  the  characteristic  iodine  or  methyl-violet  reaction,  while 
other  portions  do  not.  By  continuous  exteusioii  of  the  degeneration  tlirough 
the  intermuscular  connective  tissue,  during  which  the  ninscle-cetls  in  the 
affected  area  disappear,  a  large  portion  of  the  Tnuscular  substance  of  the  heart 
may  be  destroyed.  Tlie  heart-wall  is  thus  converted  into  a  rigid  semi-tr.iiis- 
luceiit  mass,  resembling  the  fat  or  rind  of  boiled  bacon,  and  the  endocardium 
may  at  the  same  time  be  thickly  studded  with  hyaline  granules. 
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Degeneration  of  the  Endocardium  and  on  the 
Structure  of  the    Valves. 
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Zibgler:  Endocarditic  vegetations  Verh.  Congr.f.  inn,  Med.  Wiesbaden 


8.  By  endocarditis  is  meant  an  inflammatory  disease  of  the 
endocardium,  due  to  the  influence  of  an  irritant  which  has  gained 
access  to  the  blood.  The  valves  are  the  structures  most  fre- 
quently affected,  although  the  condition  may  be  limited  to  other 
portions  of  the  endocardium. 

Endocarditis  is  frequently  a  secondary  affection,  dependent 
upon  inflammatory  disorders  in  other  organs,  such  as  suppurating 
wounds,  purulent  peritonitis,  and  pneumonia.  Not  infrequently 
however  the  endocarditis  forms  the  first  local  manifestation  of  an 
infection,  the  exciting  agent  of  which  has  left  no  recognisable  traces 
at  the  seat  of  its  entrance  into  the  body.  Embolic  occlusion  of 
certain  vessels,  and  metastatic  inflammations  in  other  organs,  in 
particular  the  kidneys,  spleen,  brain,  and  skin,  are  not  infrequently 
associated  with  endocarditis. 

According  to  the  researches  of  Weichselbaum,  Wyssoko- 
wiTscH,  Frankel,  Sanger,  Bonome,  Klebs,  Hirschberg, 
Stern,  Netter,  and  others,  the  causation  of  endocarditis  is  not 
always  the  same.  Various  micro-organisms  may  act  as  the  exciting 
cause,  and  among  them  we  find  certain  that  are  known  to  be  asso- 
ciated with  other  organic  diseases,  such  as  traumatic  infections, 
osteomyelitis,  and  pneumonia,  while  some  have  not  yet  been 
correlated  with  any  other  infective  disorder.  Of  the  former  the 
most  important  are  the  Staphflococcus  pyogenes  aureus,  the  Strep- 
tococcus pyogenes^  and  the  IHplococcus  pneumo7iiae ;  while  tne 
Staphylococcus  pyogenes  alhus^  and  the  Bacillus  pyogenes  foetidus 
(P asset),  seem  to  play  only  a  subordinate  part.  Leyden  and 
others  consider  that  endocarditis  may  be  caused  by  the  Gono- 
coecus.  The  organisms  found  in  connexion  with  endocarditis,  but 
not  as  yet  associated  with  other  organic  diseases,  include  both 
micrococci  and  bacilli.  Thus  Weichselbaum  has  described,  as 
met  with  in  some  cases  of  endocarditis.  Micrococcus  endocarditidis 
rugatus^  Micrococcus  endocarditidis  capsulatus.  Bacillus  endocar- 
ditidis griseus^  Bacillus  endocarditidis  capsulatus^  and  a  bacillus 
which  he  failed  to  cultivate;  and  Frankel  and  Sanger  have 
met  with  a  non-motile  foetid  bacillus. 

According  to  these  authors,  the  experiments  they  have  car- 
ried out  render  it  very  probable  that  all  of  these  bacteria  are 
pathogenic  in  their  nature,  and  that  the  first-named  organisms 
are  certainly  so.  The  aetiological  significance  of  the  others  is 
not  as  yet  established,  and  it  may  well  be  that  their  occurrence  in 
cases  of  endocarditis  is  either  a  post-mortem  phenomenon,  or  is 
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due  to  secondary  settlements  of  the  microbes  in  the  diseased 
tiasues  during  life.  Thus,  for  example,  the  presence  of  tuber- 
cle-bacilli in  tlie  endocarditic  deposits  of  tuberculous  patients 
(Cornel,  Kundrat,  Hellkr,  Biech-Hirschkeld)  is  very  proba- 
bly due  to  a  secondary  invasion,  though  it  should  be  aoted  in  this 
connexion  that  tubercles  are  occasionally  found  on  the  valves,  and 
that  these  may  be  overlaid  with  tlirombi.  Not  infrequently  the 
areas  affected  with  endocarditis  contain  at  the  same  time  two,  or 
even  three,  different  forms  of  bacteria. 

The  action  of  the  bacilli  at  their  place  of  settlement  leads  in 
all  cases  to  a  more  or  less  marked  degeneration  of  the  affected 
tissue.     If  the  bacteria  (Fig,  12  6)  extend  from  the  surface  deep 
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into  the  tissue,  the  result  is  in  many  cases  a  somewhat  widely 
extended  necrosis,  so  that  the  tissue  beset  witli  bacteria  appears 
to  have  lost  its  nuclei  (Fig.  12  c).  In  consequence  of  the 
changes  which  the  chemico-physical  constitution  of  the  tissue 
undergoes  through  the  growth  and  spread  of  the  bacteria,  thrombi 
very  soon  form  on  the  surface  of  the  affecte<l  areas.  The  thrombi 
mostly  take  the  form  of  finely-gi-anular  flakes  or  films  which  con- 
tain no  cellular  elements.  At  times  leucocytes  and  red  hlond- 
corpuscles  may  be  found  attached  to  the  flakes  (t'ig.  12/),  and 
fibrillar  fibrin  is  simultaneously  deposited  on  ttiem  (c).  The 
thrombi  are  thus  composed  of  different  elements,  and  belong  to 
the  '  mixed '  variety. 
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On  the  semilunar  valves  of  the  aorta  and  pulmonary  artery, 
which  are  free  from  blood-vessels,  inflaminatory  exudations 
appear,  but  only  at  a  later  stage  (Fig.  12).  If,  however,  the 
iKtcterial  colonies  are  situated  on  the  vascular  portions  of  the 
mitral  and  tricuspid  valves,  an  inflammatory  exudation  quickly 
follows,  and  is  accompanied  by  more  or  less  extensive  cellular 
inliltratiou  of  the  affected  valve-tissue  (Fig.  13  e/). 
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ness of  the  affected 
part. 

The  course  and 
issue  of  endocardi- 
tis is  chiefly  de- 
pendent upon  the 
extent  of  the  de- 
generation and  ne- 
crosis to  which  the 
bacteria  give  rise ; 
but  the  intensity 
of  the  inflamma- 
tory process  which 
has  thus  been 
started,  as  well  as 

the  magnitude  and  au»„i;  .«.,.» 

character  of  the  re- 
sulting thrombosis,  must  also  be  taken  into  consideration. 
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When  the  extent  of  the 
degeneration  and  necrosis 
is  small,  and  the  affected 
area  remains  covered  with 
thrombi  projecting  above 
the  surface  in  the  form  of 
small  wart-like  yellowish 
or  reddish  masses,  single, 
or  in  gi'oups  or  rows,  we 
have  the  variety  known  as 
'warty  endocarditia  (t>er- 
rucoisa)  (V\g.  14).  When 
the  deposits  are  extensive, 
and  polypoid  or  stiaggy  in 
appearance,  the  condition 
is  called  polypotis  or  vU- 
lona  endocarditis  (Fig. 
IScandFig.  17A).  When 
the   necrosis   is   more  ex- 
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tensive  and  the  necrotic  tissue  and  the  thrombi  formed  on  it  have 
been  separated,  so  tliat  ulcerous  excavations  are  visible,  we  have 
an  vlcorooB  or  diphtheritio  endocarditiB.  Sometimes  the  in- 
fected tlirombi  are  cast  off,  and  [Missing  into  tlie  circulation  lodge 
elsewhere  in  the  tissues  as  f(x;i  of  suppuration  :  the  process  may 
then  be  described  as  pyaemic  or  snppnratiTe  endocarditis  (pua- 
tuloBa)  (Fig.  13). 

Ulceration  may  be  combined  witii  the  formation  of  warty 
thrombi  in  the  most  various  ways.  On  the  margins  of  an  endo- 
carditic  ulcer  (Fig.  16  c  d  and  Fig.  17  i),  new  thrombi  are  apt 
to  form,  but  they  are  usually  larger  and  looser  than  in  endocar* 
(litis  verrucosa,  and  often  ]>ossess  rather  a  villous  than  a  warty 
apiMsaraiice. 

As  already  stated,  endocarditis  most  frequently  affects  the  val- 
vular ap{>aratus,  more  rai-ely  the  |)arietal  endocardium  of  the  left 
heart,  still  more  rarely  the  endocardium  of  the  right  heart ;  it  is 
most  frequently  observed  in  the  latter  situation  when  the  endo- 
caniitis  is  due  to  traumatic  infection.  In  the  course  of  left-sided 
valvular  endocarditis,  warty  deposits  may  also  be  formed  on  the 
valves  of  tlie  right  side  of  the  heart. 


Fio.  IT.    Mycotic  BNOOcABDms  (villoba),  n 
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Warty  endocarditis  affects  chiefly  the  free  margins  of  the  val- 
vidar  segments  ;  the  ulcerative  forms  are  less  frequently  confined 
to  this  situation.  The  ulceration  attacks  different  portions  of  the 
valves,  and  very  frequently  spreads  to  the  chordae  tendineae,  and 
to  the  walls  of  the  aorta  and  of  the  heart.  When  the  tissue  of  a 
valvular  segment  is  gradually  destroyed  on  one  side,  the  diseased 
area  sometimes  yields  under  the  pressure  of  the  blood,  and  thus  may 
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be  formed  an  acute  valvular  anenrTsm  (Fig.  17  c).  Later  on 
the  segment  may  be  broken  through  (Fig.  16  c  d)^  and  valvular 
perforations  and  ruptures  are  then  produced.  Not  infrequently 
the  diseased  chordae  tendineae  are  broken.  The  bacterial  inva- 
sion may  penetrate  deeply  into  the  heart-muscle  and  into  the  wall 
of  the  aorta,  and  lead  to  myocarditis  and  arteritis,  with  more  or 
less  extensive  ulceration.  The  ulceration  often  causes  much  loss 
of  substance,  leading  to  aneurysmal  bulging  of  the  wall,  and  under 
certain  conditions  to  rupture.  If  at  any  time  the  thrombi  or 
shreds  of  disintegrated  tissue  become  detached  from  the  affected 
areas,  they  are  carried  away  as  emboli  by  the  circulating  blood, 
and  are  arrested  in  various  organs,  notably  in  the  brain,  spleen, 
and  kidney.  Endocarditis  is  often  associated  with  myocarditis; 
the  latter  being  caused  by  direct  or  indirect  infection  from  the 
blood  (Art.  12). 

The  warty  thombotic  deposits  are  often  referred  to  as  endocarditic  vege- 
tations or  efflorescences,  though  this  term,  at  least  in  so  far  as  it  is  applied  to 
the  early  stages  of  the  process,  is  not  strictly  accurate ;  for  at  first  there  is  no 
true  outgrowth  from  the  endocardium  (Art.  9).  The  terra  represents  an  opin- 
ion formerly  held  and  still  maintained  by  some,  that  the  warty  elevations  begin 
as  inflammatory  swellings  of  the  endocardium,  that  they  consist  chiefly  of  the 
swollen  endocardial  tissue,  and  that  the  thrombi  which  cover  them  are  secondary 
deposits. 

As  micro-organisms  are  found  only  in  some  of  the  so^alled  endocarditic 
vegetations,  it  is  still  a  subject  of  discussion  whether  all  cases  of  endocarditis 
are  of  bacterial  origin.  If  we  regard  every  thrombotic  deposit  and  the  associ- 
ated proliferation  of  the  underlying  tissue  (Arts.  7  and  9)  as  manifestations  of 
endocarditis,  the  question  must  be  answered  in  the  negative,  for  some  of  the 
thrombi  described  as  vegetations  are  not  primarily  due  to  the  presence  of  bac- 
teria, but  are  found  in  association  with  other  changes  of  the  endocardium. 
In  the  present  state  of  knowledge,  it  is  better  to  reckon  as  cases  of  primary 
acute  endocarditis  those  affections  of  the  endocardium  only  which  are  referable 
to  bacterial  invasion. 

Valvular  perforations  due  to  inflammation  are  not  to  be  confounded  with 
fenestration  of  the  valves.  This  latter  condition  is  found  not  infrequently  as 
a  congenital  malformation,  or  as  a  consequence  of  loss  of  tissue  in  the  neigh- 
bourhood of  the  free  margins  of  the  semilunar  valves.  To  distinguish  between 
the  two  conditions  the  difference  in  situation  should  be  noted.  Moreover  signs 
of  inflammatory  inflltration,  or  of  fibrous  thickening,  appear  around  the  open- 
ings in  the  case  of  valvular  perforations,  but  are  absent  in  cases  of  fenestration. 

9.  When  the  lesion  caused  by  the  presence  of  the  bacteria 
has  reached  a  certain  stage,  along  with  inflammatory  infiltration 
certain  reparative  processes  are  set  up  in  the  adjacent  tissue. 
These  are  chiefly  indicated  by  the  formation  of  germinal  tissue 
(Fig.  18  d),  and  afterwards  of  connective  tissue.  In  the  rela- 
tively benign  warty  forms  of  endocarditis,  the  degenerative  pro- 
cesses extend  over  a  small  area  only,  and  it  seems  that  the  bacteria 
do  not  in  this  instance  penetrate  deeply.  Very  soon,  beneath  the 
nodular  or  loosely  fimbriated  thrombotic  deposit,  the  infiltrated  and 
growing  endocardial  connective  tissue  (Fig.  18  a  6)  rises  above 
the  surface,  and  by  continued  proliferation  extends  (A)  into  the 
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substance  of  the  thrombus  (e  e).  Cases  are  occasionally  met  with 
in  which  the  fibrin  of  the  thrombus  has  thus  to  a  large  extent  given 
place  to  connective  tissue  growing  from  below,  or  is  traversed  from 
base  to  surface  by  strings  of  cells  and  fibrous  strands.  In  this  way 
the  original  thrombotic  deposit  is  displaced  by  an  infiammatory 
granulomatous  growth,  and  this  is  fittingly  described  as  an'  endo- 
carditlc  vsgetatlon. 

In  ulcerative  endocarditis,  in  which  the  bacteria  extend  deeply 
into  the  tissue  and  cause  necrosis,  the  reparative  process  begins 
only  after  loss  of  substance  haa  taken  place,  and  then  starts  in 
the  walls  and  floor  of  the  ulcer.     In  other  respects,  however,  the 
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process  follows  the  same  course  as  that  just  described,  the  only 
points  of  difference  being  that  the  thrombotic  deposits  are  larger, 
the  inflammatory  infiltration  more  diffuse  and  more  marked,  and 
the  proliferation  mor^  abundant,  than  in  warty  endocarditis. 

Small  thrombotic  deposits,  provided  they  are  not  broken  off 
and  carried  away  by  the  blood-stream,  are  as  a  rule  entirely 
replaced  by  connective  tissue.  Of  the  larger  valvular  thrombi 
(Fig.  15  c),  such  as  occur  chiefly  in  ulcerative  endocarditis,  a  con- 
siderable portion  often  remains.  This  becomes  shrunken  and  cal- 
cified, and  the  affected  valve  is  thereafter  covered  with  an  adherent 
hard  calcified  and  chalk-like  deposit  (Fig.  19  e.  Fig.  20  b). 
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These  ulcerative  processes,  as  well  as  the  thrombotic  deposit« 
and  new  connective-tissue  growtlis  (provided  they  remain  attached 
to  the  valve  and  attain  an  appreciable  size),  lead  to  deformities 
of  the  valvular  segments  which  interfere  \vith  their  function,  and 
80  give  rise  to  the  conditions  known  as  stenosis  (Fig.  21  e  and 
Fig.  20)  and  Insofflciency  or  incompetence  (Fig.  19  e.  Fig.  20, 
and  Fig.  21  c  e). 

Stenosis  of  a  valvular  orifice  is  due  mainly  to  thickening  and 
rigidity  of  the  valves,  from  adherent  and  calcified  thrombi  (Fig. 
19  c  and  Fig,  20  6),  or  to  coherence  of  adjacent  valvular  seg- 
ments (Fig-  21  d').  The  thickened  chordae  tendineae  (/)  often 
become  adherent  to  the  free  margins  of  the  mitral  and  tricuspid 
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valves,  as  well  as  to  each  other ;  so  th^t  finally  the  valvular 
apparatus  is  reduced  to  a  rigid  funnel,  compressed  from  before 
backward,  and  with  only  a  narrow  slit-like  opening  (Fig.  21  e). 
From  the  mutual  coherence  of  the  segments  guarding  the  aorta  or 
pulmonary  artery,  and  the  presence  thereon  of  calcified  thrombi, 
the  orifice  of  the  vessel  becomes  a  mere  inextensible  slit,  which 
may  be  so  narrow  that  a  goose-quill  can  hardly  be  pushed 
through  it. 


ART.  9]  VALVULAH  ENDOCARDITIS  41 

InsufBciency  arises  chiefly  from  the  siinrtening  and  deformity 
of  the  valves  (Fig.  21  c),  and  from  the  gradually  increasing  rigid- 
ity of  their  tissue,  which  prevents  the  close  apposition  of  the 
segments.  Ulcerative  destruction  and  rupture  of  the  valvular 
curtains  and  chordae  tendineae  may  of  course  give  rise  in  acute 
fashion  to  insufficiency  of  the  valve. 

If  the  seat  of  the  endocarditis  he  the  parietal  lining  of  the 
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heart,  it  leaves  upon  the  affected  area  lustrous  white  indurated 
thickenings,  which  usually  lie  on  the  surface,  hut  in  certain  cases 
radiate  into  the  neighbouiing  muscular  tissue.  Diffuse  or  circum- 
scribed thickenings  may  form  upon  the  chordae  tendineae. 

In  tare  cases,  the  newly-formed  conneetive  tissue  may  undergo 
cicatricial  contraction,  which  leads  to  stenosis  of  the  heart,  or 


42  MORBID  CHAl^GES  OF  THE  ENDOCARDIUM      [CHAP.  V 

rather  of  the  conus  arteriosus  of  a  ventricle.  This  condition  is 
apt  to  occur  after  foetal  endocarditis,  and  affects  most  frequently 
the  right  heart ;  but  it  may  supervene  during  extra-uterine  life, 
and  is  then  found  to  involve  the  left  ventricle. 

With  the  replacement  of  a  thrombus  by  connective  tissue,  and 
its  subsequent  calcification,  the  progressive  process  in  general 
comes  to  an  end,  though  in  the  interior  of  the  thickened  valves 
changes  which  modify  the  structure  of  the  new  connective  tissue 
may  for  a  long  time  continue  to  take  place.  Usually  the  tissue- 
cells  and  the  new  blood-vessels  diminish  in  number,  the  texture 
becomes  more  dense,  and  hyaline  degeneration,  fatty  changes,  and 
calcification  often  follow. 

How  long  the  virulent  bacteria  retain  their  vitality  is  not  known, 
but  probably  they  are  quickly  destroyed.  The  appearance  of  new 
deposits  upon  old  thickenings  of  the  valves  is  not  always  dependent 
upon  fresh  settlements  of  bacteria.  Very  frequently  these  de- 
posits are  merely  thrombi  due  to  roughnesses  or  other  superficial 
alterations  of  the  endothelium,  or  to  some  irregularity  of  the  circu- 
lation. Such  formations  are  however  of  considerable  importance, 
inasmuch  as  they  may  lead  to  fresh  proliferation,  and  this  may 
still  further  impair  the  efficiency  of  the  valves. 

The  consequence  of  these  affections  of  the  valves  is  that  the 
circulation  of  the  blood  is  impeded  (Art.  6).  The  difficulty  of 
emptying  the  ventricles,  and  the  regurgitation  of  the  blood  into 
them,  causes  the  vessels  lying  behind  the  diseased  valve  to  be 
overfilled  and  distended.  In  order  to  overcome  the  resulting 
hindrance  to  the  circulation  hypertrophy  of  the  heart-muscle 
developes,  beginning  in  that  part  of  the  organ  which  has  to  drive 
the  blood  through  the  diseased  valve. 
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CHAPTER  VI 


MORBID  CHANGES  IN  THE  MYOCARDIUM 


10.  The  myocardiom  is  composed  cliiefly  of  cylindrical 
musele-celld,  wliose  protoplasm  is  to  a  great  extent  differenti- 
ated into  transversely-striated  fibrils;  tliese  fibrils  are  firmly 
united  together  at  tlieir  ends  or  by  lateral  branches,  and  are 
surrounded  by  a  connective  tissue  containing  blood-vessels. 
Pathological  changes  may  take  place  both  in  the  muscle-cells 
and  in  the  connective  tissue,  but  they  are  more  commonly  met 
with  in  the  former  structures  than  in  the  latter. 

Atrophic  and  degeneratl7e  changes  of  the  muscle-cells  are 
those  that  moat  freijuently  occur,  and  they  are  often  the  cause 
of  death.  In  such  a  case  death  takes  place  througli  paralysis 
of  the  heart. 

Simple  atrophy  of  the  heart-muscle  is  a  frequent  accompani- 
ment of  senile  decay,  and  of  premature  marasmus  due  to  malig- 
nant disease,  pulmonary  tuberculosis,  and  other  affections.  It 
is  indicated  by  a  decrease  in  the  size  of  the  muscle-cells,  and 
often  also  by  a  simultaneous  increase  of  yellow  pigment- grannies 
within  them  (Fig.  22>.  so  that  the  atrophied  heart-muscle  acquires 
a  brownish  colour,  tlie  condition  being  spoken  of  as  brown 
atrophy. 

Fatty  degeneration  of  the  heart-muscle  is  apt  to  occur  in  the 
course  of  various  forms  of  poisoning,  of  infective 

diseases,  and  of  long- continued  ' 
fever ;  also,  and  very  frequently, 
as  a  consequence  of  chronic  gen- 
eral and  local  anaemia,  as  in  steno- 
sis of  the  coronary  arteries,  and 
of  general  disorders  of  the  circula- 
tion, as  in  valvular  disease  ^vith 
imperfect  compensation  and  in 
pulmonary  emphysema,  in  which 
the  gaseous  interchanges  neces- 
sary for  the  functional  activity  of 
^Teand^^repara.   the    blood    are    interfered    with.    ',___ 

Histologically,  fatty  degeneration 
is  characterised  by  tlie  appearance  of  small  oil-globules  in  the 
muscle-celts  (Fig.  23);   these  are  mostly  arranged  iii  ro^vs,  and 


ART.  10]  CARDIAC   POLYPI  45 

in  extreme  cases  may  pervade  the  entire  cell.  Marked  fatty 
change  is  indicated  to  the  eye  by  the  yellowish  colour  imparted 
to  the  heart-muscle. 

In  chronic  fatty  degeneration  of  the  heart,  the  change  often 
appears  in  patches,  and  gives  rise  to  a  yellowish  mottling  of  the 
tissue,  which  is  generally  most  marked  on  the  inner  surface  of 
the  heart-wall,  the  trabeculae,  and  the  papillary  muscles.  The 
mottling  often  recalls  the  grain  of  some  fine  cabinet  wood  or  the 
pattern  of  a  delicately  striated  feather.  When  pigmentation 
accompanies  the  fatty  change  the  tint  becomes  yellowish-brown. 

Oranular  and  hyaline  degeneration  of  tlie  cardiac  muscle, 
often  combined  with  cloudy  swelling  or  fatty  degeneration  of  the 
muscular  fibres,  occur  in  the  course  of  toxic  affections  and  of  the 
infective  fevers  (diphtheria,  typhoid  fever).  They  are  also  met 
with  in  connexion  with  traumatic  injuries,  inflammations,  and 
local  ischaemias  (Art.  11).  These  forms  of  degeneration  may, 
under  certain  conditions,  reach  such  an  intensity  that  the  muscle 
presents  a  dull  non-lustrous  appearance  and  its  section  is  of  a 
grey  or  yellowish  tint.  Hyaline  or  waxy  degeneration  may  be 
combined  with  segmentation  or  rather  fragmentation  of  the  con- 
tractile substance  of  the  muscle  (as  in  diphtheria);  in  such  cases 
the  lines  of  rupture  do  not  always  seem  to  correspond  with  the 
cell-boundaries. 

In  dilated  hearts,  whose  substance  is  soft,  flabby,  and  friable, 
the  muscle-cells  are  often  loosened  from  each  other,  the  indi- 
vidual cells  being  then  easily  torn  apart  or  actually  separated  by 
transverse  clefts  (Kexaut);  this  change  has  been  described  as 
segmentary  myocarditis  (myocardite  segmentaire).  The  segmen- 
tiition  or  dissociation  of  the  fibres  is  not  the  manifestfition  of  any 
definite  form  of  heart-disease,  but  may  occur  under  the  most 
varied  conditions.  It  is  found,  for  example,  in  i)ersons  who  have 
died  from  ischaemic  softening  or  myomalacia  (Art.  11),  from  cer- 
tain forms  of  poisoning,  and  from  infections,  such  as  typhoid 
fever,  diphtheria,  small-pox,  pyaemia,  and  nephritis ;  and  in  per- 
sons who  have  died  suddenly  from  violence.  It  is  therefore 
probable  that  the  dissociation  of  the  muscle-cells  may  take 
place  partly  by  reason  of  morbid  changes  in  the  muscles  (hyaline 
degeneration),  partly  from  excessive  stimulation  of  their  fibres 
leading  to  some  perverted  mode  of  contraction  (von  Reck- 
linghausen). Thus  in  most  cases  the  actual  segmentation 
probably  takes  place  in  artiailo  mortis^  the  degenerative  change 
not  leading  directly  to  the  separation  of  the  fibres,  but  only  pre- 
disposing them  to  rupture.  According  to  Dunin,  when  decom- 
position sets  in  soon  after  death  (owing  to  the  spread  of  the 
Bacillus  coli  within  the  body),  the  cementing  substance  of  the 
muscle-cells  may  speedily  give  way. 

In  hearts  whose  muscle  is  degenerate  large  thrombi  are  often 
found,  particularly  in  the  auricular  appendices  and  in  the  recesses 
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between  the  trabeculae,  whence,  by  continued  deposition,  they 
grow  forward  into  the  cavity  of  the  heart,  and  give  rise  to  the 
so-called  cardiac  polypL  In  rare  cases  they  form  ball-like  masses 
detached  from  the  surface  of  the  heart. 

Hrschl  {Oesterr.  Z,  f,  prakt.  Heilkunde  1860^  and  Roth  (Corresp,  /. 
Sckweizer  Aerzte  1884)  have  described  cases  of  partial  calcification  of  the  heart- 
muscle,  taking  the  form  of  whitish  points  and  streaks.  Robin  and  Juhel- 
Renoy  {A,  gen,  de  med,  1885)  have  described  large  calcareous  deposits  in 
fibroid  patches  or  cicatrices  of  the  heart-wall. 

According  to  Lancereaux,  Iwanowsky,  Putjatin  (Morbid  changes  in 
the  cardiac  ganglia  in  chronic  diseases  of  the  heart  F.  -4.  74  1878),  Ott  (Nor- 
mal and  pathological  relations  of  the  cardiac  ganglia  Prag,  Z,  f.  Heilk.  ix 
1888),  and  others,  in  persons  who  have  suffered  from  chronic  heart-disease, 
degenerative  changes  and  fibrous  hyperplasia  may  be  observed  about  the  car- 
diac ganglia  in  the  septum,  in  the  wall  of  the  auricles,  and  at  the  orifices  of  the 
aorta  and  pulmonary  artery. 
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11.  Myomalacia  eordia  is  the  name  given  to  softeDing  of 
the  cardiac  muscle  cunsequeiit  on  arterial  anaemia  or  iscbaemia,  the 
commonest  cauBes  of  the  isehaemia  being  sclerosis,  atheroma,  calci- 
fication, and  thrombosis  of  the  coronary  arteries  and  their  branches  ; 
more  rarely  it  may  be  due  to  embolism  of  these  arteries. 

The  appearance  of  the  areas  of  softening  differs  according  to 
their  age  and  the  amount  of  blood  contained  in  them.  Shortly 
after  the  occurrence  of  the  iscbaemia  the  patches  are  still  firm,  and 
appear  only  as  dull  yellowish  discoloiations  of  the  heart-muscle. 
After  a  time  they  become  softened  and  friable,  and  assume  a  yel- 
lon-ish-white  tint ;  sometimes,  if  the  substance  has  already  soft- 
ened, the  cut  surface  of  a  cross-section  sinks  in  so  as  to  become 
concave. 

If,  in  consequence  of  the  obliteration  or  occlusion  of  the 
arteries,  an  extravasation  of  blood  takes  place  from  the  capillaries, 
a  haemorrhagic  infarct  is 
produced.  The  infarcted 
area  is  at  first  either  uni- 
formly dark-red,  or  mottled 
with  dark -red,  brown,  and 
yellow.  It  may  be  yellow 
in  the  middle  and  red  at  the 
border.  After  a  time  it 
may  become  greyish-yellow, 
greyish -brown,  or  even  of  a 
maty  tint.  Later  on  botli 
the  anaemic  and  the  haemor- 
rhagic areas  take  on  a  grey- 
ish translucent  appearance, 
and  the  surface  retracts 
when  cut. 

The  areas  of  softening 
are  found  most  frequently 
in  the  left  ventricle,  espe- 
cially near  the  apex  on  the 
anterior  or  posterior  wall. 
Occasionally  they  are  found 
in  other  places,  such  as  the 
wall  of  the  right  ventricle 
or  of  one  of  the  auricles, 
though  they  are  very  seldom 
found  in  the  latter  situa- 
tion. In  rare  instances  the 
papillary  muscles  may  be 
the  seat  of  softening ;  under 
certain  conditions  indeed  an  entire  papillary  muscle  may  be  con- 
verted into  a  friable  yellowish  mass,  more  or  less  infiltrated  with 
extravasated  blood.     If  the  softening  extends  to  the  endocardium. 
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tbromlji  are  usually  formed  over  the  spot,  in  the  shape  of  flattened 
superficial  deposits  or  of  polypoid  coagula. 

If  the  area  of  softening  is  extensive,  and  involves  the  whole 
or  nearly  the  whole  thickness  of  the  heart-wall,  mptnre  of  the 
heart  may  result  (tig-  24  6),  and  blood  escapes  into  the  pericar- 
dial sac.     The  rent  is  usually  jagged  and  irregular. 

The  tissue-changes  underly- 
ing the  varying  appearances  of 
the  softened  patches  are  partly 
retrogressive  and  partly  con- 
structive in  their  character.  The 
original  ischaeniia  brings  about 
the  destruction  of  numbers  of 
muscle -eel  Is,  and  consequently 
in  the  yellowish-coloured  areas 
can  be  detected  muscle-fibres  in 
different  stages  of  degeneration 
and  disintegration  (Fig.  25  J), 
whose  fragments  ultimately  break 
down  into  granular  detritus  (c). 
In  the  case  of  small  lesions,  after 
the  disintegration  of  the  muscle- 
cells  the  process  may  come  to  an 
end ;  in  other  cases  further 
changes  take  place  in  tlie  con- 
nective-tissue elements.  These 
changes  are  indicated  by  tlie  fact 
that  the  cell-nuclei  here  and 
there  no  longer  stain  well  with 
reagents  (rf),  while  granular  de- 
posits appear  on  the  pale  and  lus- 
treless connective-tissue  fibrils. 

those  cases  in  which 
haemorrhage  is  associated  with 
the  destruction  of  the  muscular 
tissue,  we  find  blood-corpuscles 
both  in  the  meshes  of  the  connective  tissue  and  taking  the  place  of 
the  disintegrated  muscular  elements.  These  corpuscles  are  partly 
intact,  and  partly  degenerate.  Later  on  pigment-granules  are 
found  in  the  tissues.  In  cases  of  rupture  of  the  heart  the  cardiac 
wall  in  the  neighbourhood  of  the  rent  is  infiltrated  with  blood. 

Inflammatory  exudations  very  soon  supervene  upon  the  tissue- 
necrosis  and  liaemorrhagic  extravasation,  and  regenerative  pro- 
cesses start  from  the  connective  tissue  of  the  neighbouring  parts. 
The  proliferation  leads  to  the  formation  of  granulation-tissue, 
with  the  production  of  new  vessels,  while  the  products  of  disin- 
tegration of  the  tissue  and  of  the  blood  are  partly  dissolved  and 
partly  taken  up  by  the  cells  themselves.     Presently  the  iuflam- 
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matioD,  whose  presence  is  indicated  chiefly  by  the  infiltrated 
leucocytes,  subsidea ;  the  granulations  are  converted  into  con- 
nective tissue,  which  in  tlie  course  nf  time  contracts  and  becomes 
denser,  and  a  fibroid  oioatrlx  is  produced  (Fig.  26  c  and  Fig. 
27  a  J),  Tliis  may  be  recognised  by  the  naked  eye  as  a  dense 
whitish  scar-like  patch,  and  is  termed  a  fibroid  induration  or 
sderoBis.  No  regeneration  of  the  disintegrated  muscle  takes 
place  within  the  region  occupied  by  the  scar.  Tlie  muscular 
tibrea  sometimes  found  within  the  cicatricial  tissue  are  merely 
pre-existing  fibres  that  have  escaped  destruction. 


Fig,  26.    Fibroid  u 
(Section  through  ajibriiid  Iruliecula  ;  haeiiiutoiylin  alaiitins :   X  40) 
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d   atrophied  miiscle-cells  amid   byper-  A    cellnlar  inUUratioa 
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Small  areas  of  softening  naturally  leave  behind  them  small 
patches  of  sclerosis,  which  lie  hidden  in  the  muscle,  giving  rise  to 
no  perceptible  thinning  of  the  wall,  and  causing  no  important 
disturbance  of  the  function  of  the  heart.  They  are  therefore  of 
importance  only  when,  through  the  successive  closure  of  many 
small  arteries,  their  number  is  so  increased  that  the  cardiac  muscle 
is  at  length  studded  with  innumerable  small  patches  of  fibroid 
degeneration. 
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It  not  infrequently  happens,  however,  that  the  area  of  ischaemic 
softening,  and  of  tlie  resulting  sclerosis,  reaches  considerable  dimen- 
sions (Fig.  27  a  6).  This  most  commonly  occurs  in  the  neigh- 
bourhood of  the  apex  on  the  anterior  wall,  leas  frequently  in  the 
posterior  wall,  of  the  left  ventricle,  and  on  the  interventricular 
septum,  where  the  cicatrices  sometimes  involve  the  greater  por- 
tion of  the  wall  of  the  ventricle  (a  J).     That  the  process  chiefly 
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affects  this  region  is  due  to  the  fact  that  tlie  descending  branches 
of  the  coronary  arteries  (Fig.  28  a)  are  here  especially  apt  to  be 
constricted  and  occluded. 

If  a  large  portion  of  the  heart-muscle  is  converted  into  cica- 
tricial connective  tissue,  a  partial  bulging  of  the  cardiac  wall  may 
occur,  due  to  the  blood-pressure  upon  the  sclerotic  area  (Fig.  27  b 
and  Fig.  28  6)  ;  in  this  way  is  formed  a  partial  cardiac  anenrysm, 
corresponding  to  the  area  of  the  iibroid  induration.     These  aneur- 
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yama  are  most  frequently  found  in  the  anterior  wall  of  the  left 
ventricle  above  the  apex ;  they  may  also  be  found  in  the  posterior 
wall  of  the  ventricle,  or  in  the  septum  ventriculorum.  In  the 
latter  situation  they  project  toward  the  right  aide  of  the  heart. 
As  a  rule  these  aneurysmal  pouches  are  small,  reaching  about  the 
size  of  a  walnut ;  but  in  some  cases  they  attain  a  considerable 
magnitude,  and  lead  to  incomplete  emptying  of  the  blood  from  the 
ventricle  and  to  the  formation  of  thrombi  upon  the  internal  surface 
of  the  depression  (Fig.  27  c). 
In  certain  conditions  the  tis- 
sue of  the  sclerotic  area  may 
become  calcified  (Robin). 

Haemorrhages  not  de- 
pendent upon  the  obstruc- 
tion of  arteries  rarely  occur 
in  the  cardiac  muscles. 
They  are  however  met  with 
in  patients  who  have  suffered 
from  extreme  venous  en- 
gorgement (as  in  suffoca- 
tion), and  associated  with 
various  infective  diseases, 
with  leukaemia  and  anaemia, 
with  haemorrhagic  purpura 
(^morbus  maeuloBus  Werlhojif), 
and  with  poisoning  by  phos- 
phorus, arsenic,  morphine, 
etc.  Much  more  frequently, 
in  the  last-named  condi- 
tions, small  ecchymoses  and 
large  suggillations  are  to  be 
found  in  the  endocardial  and 
sub-endocardial  as  well  as  in  fio  28  fabtiau  cabdiac  abeubtbm. 
the  epicardial  and  SUb-epi-  (fi„u,„„<7  fi»m  artmo^cUroUc  myomalacia 
cardial  tissues.   If  the  patient  andjibmtd  indunmon) 

does    not   die,    the   blood  ef-  ■>    coronary  artery,  with  tMckeDed  iatlma 

t        1  -       1         i_    J  ana  contracted  loineii 

fused  18  absorbed.  a    aneurysm 

Id  rare  cases,  partial  cardiac  aueuryBma  fall  under  observation  which 
hare  not  been  preceded  by  fibroid  degeneration  of  the  cardiac  wall.  They  are 
found  most  frequently  in  the  membranouB  portion  of  the  septum  veDtricu- 
torum,  which  bulges  in  the  direction  of  the  nght  heart  and  occasionally  even 
ruptures.  Writers  on  the  subject  attribul«  the  abnormal  stretching  of  the  pan 
membmnaccfi  to  increased  pressure  in  the  left  ventricle,  to  traction  exerted  by 
the  tricuspid  valve,  or  to  atheromatous  and  inflammatory  changes  in  the  sep- 
tum. 31ore  rarely  aneurysms  of  the  right  and  posterior  sinuses  of  Valsalva  are 
observed;  these  bulge  toward  the  right  heart,  and  occasionally  rupture.  In 
very  rare  cases  cardiac  aneurysms  are  met  with  elsewhere,  which  are  caused 
by  congenital  local  thinning  of  the  heart-wall.  Hernial  protrusions  of  the 
endocanlium  between  the  rausculu  fascicles  of  the  cardiac  wall  are  of  the 
natnra  of  oongenital  malformations. 
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References  ok  Myomalacia^  Fibroid  Induration^  and  Aneurysms  of 

the  Heart  (see  also  Art.  12). 

Beck  :  Rupture  of  the  heart  and  chronic  cardiac  aneurysm  Ziegler's  Beilrdge 
1x1888 

BoTTOER  :  Spontaneous  rupture  of  the  heart  A .  d.  Heilk.  iv  1863 

BuDOR :  Obliteration  d.  arteres  cardiaques  ei  lesions  du  inyocarde  Paris  1888 

HuBER :  Effect  of  coronary  disease  on  the  heart  V.  A.  89  1882 

HucuARD :  Maladies  du  coeur  et  des  vaisseaux  Paris  1893 

Kolster:  Myomalacia  cordis  Skandinaviskt  Arkiv  iv  1892 

Leyden  :  Coronary  sclerosis  and  its  effects  Z,  f  klin.  Med.  iii  1884 ;  D.  med. 
Woch.  1885 

Meyer,  G. :  Spontaneous  rupture  of  the  heart  D.  A,f,  klin.  Med,  xliii  1888 

Nicolle  :  Les  grandes  scleroses  cardiaques  Paris  1890 

Perxice  :  Aortic  atheroma  and  myocardial  sclerosis  A.  p.  le  scienze  med.  xi 
1887 

QuAiN :  Fatty  disease  (jfthe  heart  London  1885 

Robin  and  Juhel-Renoy:  Calcareous  degeneration  of  the  heart  A.  gen.  de 
med.  1885 

Steven:  Fibroid  degeneration  Journ.  of  Path,  ii  1893 

ViTi :  Sclerosis  of  the  myocardium  .1.  ital.  di  din.  med.  ii  1890 

Weigert:  Pathological  coagulative  processes  V.  A.  79  1880 

WiLKS  and  Moxox:  Pathol.  Anatomy  London  1875 

Ziegler:  Causes  of  contracted  kidney  D.  A.  f.  klin.  Med.  xxv  1879;  Myo- 
malacia cordis  V.  A.  90  1882 

12.  Inflammation  of  the  cardiac  muscle,  or  myocarditis, 
other  than  the  secondary  myocarditis  due  to  ischaemic  necrosis 
(Art.  11),  is  caused  chiefly  by  infective  or  toxic  agencies.  In 
these  cases  the  irritant,  liaving  reached  the  endocardium  or  the 
pericardium,  penetrates  into  the  underlying  tissue,  or  is  brought 
to  the  muscle  through  the  blood-vessels.  Traumatic  injury  of 
the  heart-wall  may  also  result  in  inflammation. 

Purulent  myocarditis  occurs  in  connexion  with  pyaemic 
infection,  and  is  caused  by  micro-organisms,  which  either  attack 
the  myocardium  directly  from  the  endocardium,  or  are  brought  to 
it  by  the  blood-channels  (Fig.  29  a).  Even  in  the  latter  case, 
however,  an  ulcerative  endocarditis  is  frequently  the  starting-point 
of  the  bacterial  invasion,  though  the  condition  may  occur  as  the 
result  of  a  general  infection  of  the  blood.  So  far  as  is  known,  the 
micro-organisms  that  are  brought  to  the  heart-muscle  in  the  blood 
are  the  same  as  those  found  in  endocarditis,  and  as  a  rule  they 
also  find  their  way  to  other  organs,  such  as  the  kidneys.  These 
micro-organisms  usually  come  from  suppurating  wounds  or  from 
other  seats  of  bacterial  invasion,  though  in  some  instances  they 
gain  access  to  the  body  without  leaving  any  recognisable  traces  at 
their  point  of  entrance.  When  in  some  such  manner  multitudes 
of  bacteria  (chiefly  micrococci)  reach  tlie  heart-muscle,  the  affected 
person  may  succumb  speedily,  and  at  the  autopsy  the  cardiac  wall 
is  seen  to  be  beset  with  numerous  small  opaque  greyish-yellow 
spots,  which  represent  bacterial  colonies.  Within  these  the  muscle 
is  degenerate  or  completely  destroyed,  and  in  general  some  degree 
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of  inflaiDinatuFy  intiltration  of  the  tiasuti  Iiaa  already  taken  place 
(Fig.  29  a  b).  If  death  does  not  oocur  for  some  time  yellowish- 
white  accuniulatioDS  of  pus  iiitiy  be  fouud  in  the  affected  areas ; 
and  when  the  patient  lias  survived  for  a  longer  period  absceSBSB 
may  be  formed.  Small  depoxits  of  puu  may  be  re-absorbed,  and 
lt;ave  scurs  or  calcareous  residues.  Larger  abscess-like  accumu- 
lations generally  burst  into  the  heart  or  the  pericardium,  if  the 
patient  survive  so  long,  or  the  whole  wall  may  give  way  and 
caiue  rupture  of  the  heart. 


PlU.  21.     MVCUTK;   HVUCAttDITU. 
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Aidnrative  myocarditis,  leading  to  the  formation  of  scleroses, 
when  it  is  not  a  consequence  of  ischaemic  softening  (Art.  11),  is 
likewise  caused  by  specific  infections  and  intoxications  (often  by 
those  of  diphtheria,  scarlet  fever,  typhoid  fever,  small-pox,  and 
pneumonia)  ;  it  may  also  be  the  terminal  stage  of  an  infection 
due  to  pyogenic  micrococci,  as  these  microbes  do  not  invariably 
set  up  suppuration.  The  bacterial  poison  acts  partly  by  causing 
degeneration  of  the  muscle-cells  (Art.  10)  and  partly  by  inducing 
alterations  in  the  vessel-walls,  leading  to  the  formation  of  inflam- 
matory infiltrations,  in  wliich  connective-tissue  prolifenition  may 
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later  on  take  place.  If  a  considerable  portion  of  tlie  muscle  per- 
islies  in  this  way,  cardiac  scleroses  are  ultimately  formed  ivirich 
are  similar  to  those  found  after  ischaeraic  softening  (Art.  11). 
They  are  usually  however  of  small  size,  and  form  mere  specks 
or  streaks  of  scar-tissue.  Should  they  attain  any  considerable  ex- 
tent, they  are  commonly  combined  with  fibroid  thickenings  of  the 
endocardium.  They  rarely  give  rise  to  the  formation  of  cardiac 
aneurysms. 

In  hearts  that  have  undergone  morbid  changes  as  the  result  of 
antecedent  endocarditis,  scattered  areas  of  sclerosis  may  often  be 
found  in  large  numbers.  These  are  situated  in  the  subendo- 
cardial tissue,  or  in  tlie  cardiac  muscle  itself.  Consequently  it 
may  be  assumed  that  the  injurious  agencies  which  induce  endo- 
carditis affect  also  the  myocardium,  giving  rise  in  it  to  inflam- 
mation, muscular  degeneration,  and  fibrous  hyperplasia.  Slight 
degrees  of  inflammation,  from  infection  or  poisoning,  may  be  re- 
covered from  without  giving  rise  to  loss  of  muscular  substance  or 
to  indurative  changes. 

Wounds  of  the  myocardium,  if  they  remain  aseptic,  heal  by 
proliferation  of  connective  tissue,  and  cicatrices  are  thus  formed 
in  the  muscle.  No  regeneration  of  muscular  tissue,  or  at  most  a 
very  slight  regeneration,  takes  place.  The  first  results  of  trau- 
matic injury  here,  as  elsewhere,  are  haemorrhage  and  inflammatory 
reaction. 

References  on  Myocarditis  and  Wounds  of  the  Heart  (see  also 

Arts.  10,  11;. 

Bard  and  Philippe:  Chronic  interstitial  myocarditis  Rev,  de  me'fl.  xi  1891 
Berent:  Healing  of  cardiac  wounds  Inaug.  Diss.  Koiiij^sberg  1892 
Bonome:  Healing  of  aseptic  cardiac  wounds  Zter/ler's  Beitrdye  v  1889 
He8Se:  The  heart  in  diphtheria yn^rA./.  Kinderheilk.  xxxvi  1893 
His:  Insufficiency  of  the  heart-muscle  Cotresp./.  Schtceizer  Aerzfe  1892;  The 

heart  in  gonorrhoea  Arheiten  d.  med.  K/itiik'  I^eij)zig  1893 
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CHAPTER  VII 

INFECTIVE    GRANULOMATA,    TUMOURS,    AND    PARASITES    OF 

THE  HEART 

13.  Tubercle  is  the  commonest  of  the  infective  granulomata 
affecting  the  lieart.  In  acute  miliary  tuberculosis  the  heart  does 
not  always  escape  the  general  invasion,  the  tubercles  being  usu- 
ally found  beneath  the  endocardium  of  the  right  ventricle.  Large 
caseous  nodes,  and  diffuse  fibroid  and  caseous  inflammatory  areas, 
are  not  of  frequent  occurrence,  and  when  present  are  usually 
associated  with  chronic  tuberculous  pericarditis ;  it  is  but  rarely 
that  they  are  limited  to  the  myocardium  or  the  endocardium. 

Syphilitic  gnxninata  are  very  rare.  They  lie  in  the  heart- 
wall  embedded  in  dense  hyperplastic  fibrous  tissue,  and  according 
to  their  stage  of  development  appear  as  soft  grey  or  greyish-red 
patches  or  as  dry  caseous  yellowish  nodes,  which  may  break 
into  the  cavities  of  the  heart.  Simple  inflammatory  indurations 
of  the  cardiac  muscle  occur  somewhat  more  frequently,  as  a  con- 
sequence of  inherited  or  acquired  syphilis;  though  some  of  the 
lesions  which  are  described  as  syphilitic  inflammations  should 
rather  be  classed  with  the  arterio-sclerotic  indurations  (Art.  11). 
Syphilitic  inflammation  of  the  valves  is  very  rare.  In  hereditary 
syphilis  gummatous  masses  are  very  rarely  found  in  the  heart, 
fatty  degeneration  of  the  muscles  being  a  more  frequent  lesion. 

In  actinomycosis  of  the  lungs  and  of  the  mediastinum  the 
specific  infection  may  attack  the  pericardium  first  and  then  the 
myocardium.  It  leads  to  the  formation  of  greyish  granulations, 
which  afterwards  become  fatty  and  yellowish-white  in  colour  and 
sometimes  suppurate. 

Among  the  primary  tmnours  met  with  in  the  heart  are  sar- 
coma, lympho-sarcoma,  fibroma,  lipoma,  myxoma,  and  rhabdomy- 
oma. These  form  nodular  or  polypoid  growths  that  extend  into 
the  cavities  of  the  heart.  They  are  all  rare.  Some  of  the  cardiac 
tumours  described  are  of  congenital  origin. 

Secondary  tumours,  especially  carcinomatous  growths,  are 
found  somewhat  more  frequently.  The  cancer-germs,  other  than 
those  which  penetrate  to  the  heart-wall  from  the  pericardium, 
reach  the  muscle  by  way  of  the  circulation.  The  growths  may  be 
found  in  the  midst  of  the  cardiac  muscle,  or  near  its  inner  or 
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outer  surface.  In  the  latter  case  they  are  apt  to  protrude  into 
the  cardiac  or  the  pericardial  cavity. 

Tumours  also  attack  the  heart  by  extension  from  neighbouring 
parts,  such  as  the  mediastinum,  the  oesophagus,  the  stomach,  and 
the  lungs. 

The  effect  of  such  tumours  on  the  heart  naturally  varies  with 
their  size  and  situation.  Large  growths  may  lead  ultimately  to 
ineflBciency  of  the  heart's  action.  Thrombi  readily  form  upon 
tumours  which  project  into  the  internal  cavities.  Softening  and 
ulceration  of  new  growths  may  lead  to  rupture  of  the  heart. 

Of  parasites  Oi/sticercus  and  Uchinococctis  are  met  with  in  the 
heart.  Uchinococctis  (hydatids)  may  lead  to  rupture  of  the  heart, 
and  by  bursting  into  its  cavities  give  rise  to  embolism  of  the  sys- 
temic or  pulmonary  arteries. 
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CHAPTER  VIII 

MORBID  CHANGES  IN  THE  PERICARDIUM 

14.  The  pericardium  is  one  of  the  serous  membranes,  that  line 
the  body-cavities  and  mark  them  oflf  from  the  contiguous  organs 
and  tissues.  On  its  inner  surface  it  is  covered  with  flattened 
endothelial  cells,  resting  upon  a  stratum  of  connective  tissue. 
Normally  it  is  a  closed  sac,  in  which  the  heart  is  as  it  were  invag- 
inated,  and  contains  within  its  cavity  from  5  to  20  cubic  centi- 
metres or  more  of  a  clear  liquid. 

Occasionally  it  is  found  that  the  pericardium  is  more  or  less 
defective.  The  defects  occur  most  frequently  in  cases  of  ectopia  ; 
it  is  only  in  rare  cases  that  they  are  unaccompanied  by  other  mal- 
formations. Cases  are  recorded  in  which  the  pericardium  was 
entirely  wanting,  or  reduced  to  a  mere  fringe  at  the  base  of  the 
heart.  Sometimes  there  may  be  a  hole  on  the  left  side,  which 
allows  the  apex  of  the  heart  to  project  into  the  left  pleural  cavity. 
Diverticula  of  the  pericardium  are  very  rare. 

In  cases  of  venous  engorgement  the  superficial  veins  of  the  heart 
are  often  markedly  overfilled,  and  after  long-continued  venous  ob- 
struction they  may  become  abnormally  distended  and  varicose. 

In  extreme  venous  hyperaemia,  such  as  occurs  in  suffocation, 
haemorrhages  are  often  observed  in  the  neighbourhood  of  the 
minor  epicardial  vessels,  in  the  form  of  small  dark-red  ecchymoses. 
These  are  often  present  in  large  numbers,  especially  over  the  base 
of  the  heart.  Similar  ecchymoses  also  occur  in  phosphorus-poison- 
ing and  in  certain  infective  disorders,  as  well  as  in  scurvy,  purpura, 
leukaemia,  and  anaemia.  They  may  under  certain  conditions 
reach  a  large  size. 

In  cases  of  rupture  of  the  heart,  of  the  first  part  of  the  aorta  or 
pulmonary  arter3%  or  of  the  branches  of  the  coronary  arteries,  large 
quantities  of  blood  may  accumulate  in  the  pericardial  sac,  producing 
the  condition  which  is  known  as  haemo-pericardium.  Haemor- 
rhages often  occur  in  the  pericardial  cavity  from  the  rupture  of  the 
new  blood-vessels  formed  in  the  course  of  inflammatory  processes  ; 
in  this  case  the  blood  is  usually  mixed  with  liquid  exudations. 

In  chronic  venous  engorgement  the  pericardial  sac  is  sometimes 
the  seat  of  passive  dropsy,  and  may  then  contain  a  very  large 

3uantity  of  liquid,  which  markedly  distends  the  sac  and  pro- 
uces  a  condition  referred  to  as  hydro-pericardium. 
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lUferencei  on  Mayormation»  of  the  Pericardium. 

BRiSTon-B  :  Pericardial  diverticulum  Trans.  Path.  Soc.  xx  London  1869 
Chiari  :  Absence  of  parietal  layer  WUn.  mud.  Woch.  1880 
CoEN :  Pericardial  hernia  and  diverticula  Bdl.  d.  nciemte  med.  xv  Bologna  1 
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15.  The  most  important  affection  of  the  pericardial  sac  is  the 
inflammatory  lesion  known  as  paricardltlB.  This  manifests  itself 
in  different  ways.  In  the  majority  of  cases  it  is  of  haematogenous 
origin,  in  other  words  the 
exciting  agent  is  brought 
to  the  pericardium  by  the 
blood,  as  in  pericarditis 
accompanying  acute  artic- 
ular rheumatism,  small- 
pox, scarlatina,  nephritis, 
etc.  In  other  cases  the  in- 
flammation begins  in  the 
mefliastinum,  in  the  lungs, 
in  the  pleura,  in  the  me- 
diastinal or  peribronchial 
Ijinph-glands,  in  the 
oesophagus,  in  one  of  the 
neighbouring  organs  of 
the  abdominal  cavity,  or 
in  the  heart  itself,  and 
from  these  extends  to  the  , 
pericardium.  Among  the 
micro-organisms  which 
cause  pericarditis  are  the 
pyogenic  micrococci,  the 
diplococcus  of  pneumonia, 
and  the  tubercle-bacillus; 
hut  the  presence  of  micro- 
organisms cannot  be  de- 
monstrated in  all  cases  of 
pericarditis. 

In  the  less  severe  forms 
of  inflammation  the  peri- 
cardial liquid  increases 
somewhat  in  quantity,  and 
becomes    slightly    turbid. 

The  turbidity  is  due  to  extravasated  leucocytes  and  < 
endothelium.  These  changes  are,  however,  rarely  the  only  ones 
observed,  as  the  pericardium  is  specially  liable  to  the  formation 
of  fibrinous  exudations.  Minute  fibrinous  coagula  usually  make 
their  appearance,  and  when  the  inflammation  is  slight  cohere  into 
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small  granules.  These  granules  are  deposited  upon  the  peri- 
cardium, and  give  rise  to  a  cloudiness  of  its  surface,  which  is 
rendered  very  obvious  by  scraping  the  heart  with  the  blade  of  a 
knife.  The  fibrinous  masses  are  partly  granular  and  partly  hya- 
line, the  underlying  endothelium  being  usually  converted  into 
denucleated  flakes  or  plates.  The  deposits  are  found  chiefly  on 
the  epicardium,  and  generally  upon  the  posterior  wall  of  the  ven- 
tricles ;  in  other  cases  they  are  spread  over  the  entire  surface  of 
the  heart.  Even  in  these  slighter  forms,  therefore,  the  peri- 
carditis is  a  gero-fibrinooB  inflammation. 

If  the  inflammation  be  somewhat  more  severe,  a  large  amount 
of  flbrin  is  deposited  upon  the  surface  of  the  pericardium. 
Here  and  there  occur  large  and  protuberant  tenacious  masses  of 

fibrin,  of  a  whitish 
_  -^        jS^  -f  .ii^M  colour,  tbe  super- 

ficial strata  of 
which  are  shaggy, 
reticulate,  or  cor- 
rugated, a  condi- 
tion known  as  cor 
viUoBom  (l''ig- 
30).  Frequently, 
from  the  presence 
in  them  of  extrav- 
aaated  red  blood- 
corpuscles,  these 
depraits  of  fibrin 
are  reddish  in 
colour. 

The  amount  of 
exuded  liquid 
found  in  the  peri- 
cardial sac  varies 
at  different  pe- 
riods in  the  course 
of  the  inflammation,  being  sometimes  large  and  sometimes  in- 
considerable. If  the  quantity  is  not  great,  it  often  happens 
that  the  deposits  of  fibrin  upon  the  two  contiguous  surfaces  of 
the  pericardium  cohere,  and  thus  give  rise  to  more  or  less  firm 
adhesionB. 

In  the  first  stages  of  the  inflammatory  process  the  pericardial 
connective  tissue  (Fig.  31  o)  is  more  or  less  infiltrated  with  leuco- 
cytes (d),  the  lymph-vessels  (e)  are  filled  with  exudations,  and 
the  blood-vessels  (c)  are  distended  with  blood.  From  the  third 
to  the  fourth  day  numerous  vascular  buds  and  loops  appear  upon 
the  surface  of  the  pericardium ;  these  penetrate  into  the  deeper 
layers  of  the  fibrin,  and  are  quickly  converted  into  blood-vessels 
containing  blood.     At  the  same  time  lai^  formative  cells  appear 


a  the  epicardium 

h  flbrinoua  membrane  overlying  It 

e  dilated  mid  coni^ted  blood-ressela 

d  lencorytee  InfiLtraCing  the  tissues 

e  l^mph-vesBels  filled  with  celU  and  cotgnlA 

/  formative  cells  within  the  depmdt 
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in  the  deeper  layers  of  the  fibrinous  deposit,  together  with  nume- 
rnus  leucocytes  (/).  The  formative  cells  are  round,  club-shaped, 
spindle-shaped,  or  branched,  and  are  disposed  in  layers.  By  the 
mutual  apposition  and  cohesion  of  ttiese  cells  a  germinal  cellular 
tissue  is  formed  (plastic  or  adhesive  perlcarditLs). 

In  the  course  of  tlie  next  few  weeks  a  highly  vascular  granu- 
lation-tissue (Fig.  32  d)  is  formed,  which  encroaches  on  and 
penetrat«s  the  deposited  fibrin  (<;),  ultimately  causing  it  to  dis- 
appear.     In    this 

way   the  fibrin  t^  .£F  *'B^^^^IE^Hr''IBI 

length  replaced  H^jtwP*      ^^^^tfS^F^  ^^^m 

1*3'  new-formed  cel- 
lular tissue,  and 
this  in  turn  is  con- 
verted into  cica- 
tricial connective 
tissue. 

If  the  exuda- 
tion be  scanty,  and 
the  newly-formed 
tissue  be  confined 
to  definite  areas, 
the  process  results 
in  the  formation 
of  lustrous  whitish 
fibroid  patches  up- 
on the  surface  of 
the  heart.  Such 
areas  are  usually 
described  as  mllk- 
spotB,  or  maculae 
tendineae.  Attimes 
only  a  single  spot 
is  formed;  mother 
cases  the  entire 
surface  of  the  ven- 
tricles, of  the  auri- 
cles, and  of  the 
large  blood-vessels 
is  covered  with 
spots  of  various  sizes.  Filamentous  or  stringy  adhesions  be- 
tween the  visceral  and  parietal  layers  of  the  pericardium  are 
often  formed  here  and  there,  and  thread-like  processes  are 
sometimes  found  attached  to  the  milk-spots.  These  are  to  be 
regarded  as  the  ruptured  remains  of  former  adhesions  to  the 
opposite  pericardial  wall. 

If  ihB  amount  of  fibrinous  exudation  thrown  out  in  the  course 
of  1^  pericarditis  be  very  considerable,  and  if  the  inflammatory 


(Preparation  hardened 
matoxylin  and  to. 
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process  and  the  associated  formation  of  new  tissue  continue  for 
any  length  of  time  (Fig.  32  6),  the  superficial  deposits  and  the 
fibrous  q,dhesions  between  the  layers  of  the  pericardium  become 
very  numerous,  and  the  process  is  then  usually  referred  to  as  adhe- 
sive pericarditlB,  a  term  that  is  of  course  also  applicable  to  the 
more  circumscribed  adhesions  just  described.  With  the  increase 
in  the  number  and  density  of  these  fibrous  adhesions,  the  peri- 
cardial sac  grows  smaller  and  smaller,  until  at  length  complete 
coherence,  or  concretio  pericardii,  leads  to  entire  obliteration 
of  the  pericardial  cavity. 

In  the  majority  of  cases  the  whole  of  the  liquid  and  solid 
exudation  is  re-absorbed,  though  here  and  there  remnants  of 
fibrin  may  remain  behind  as  dry  caseous  deposits,  which  later 
on  undergo  calcification.  The  newly-formed  connective  tissue 
may  also  become  more  or  less  infiltrated  with  calcareous  salts, 
forming  hard  plates  and  scales,  which  in  certain  cases  surround 
the  heart  as  with  a  coat  of  mail. 

In  mild  cases  of  pericardial  inflammation,  the  neighbouring 
parts  remain  unaffected,  provided  they  themselves  have  not  been 
the  starting-point  of  the  inflammation.  In  severe  inflammations 
the  pleura  and  the  tissues  of  the  mediastinum  may  be  involved 
in  the  process,  and  thus  adhesive  pleurisy,  with  indurative  medi- 
astinitis,  is  set  up.  These  lead  to  the  formation  of  pleural  adhe- 
sions, and  to  fibroid  thickening  of  the  mediastinal  tissue. 

The  pericardial  inflammatory,  process  may,  in  certain  circum- 
stances, assume  from  the  outset  a  purulent  or  sero-purulent  char- 
acter ;  and  we  have  thus  a  purulent  or  a  sero-purulent  pericar- 
ditis. This  occurs  as  a  rule  in  connexion  with  pyaemic  infection, 
or  by  extension  from  pleural  and  mediastinal  suppurations  or 
from  ulcerative  processes  affecting  the  bronchial  Ijnnph-glands, 
the  oesophagus,  the  stomach,  etc.  Under  similar  conditions,  and 
in  cases  of  rheumatism,  nephritis,  etc.,  fibrino-purulent  pericar- 
ditis is  occasionally  met  with,  the  exudation  being  turbid  with 
pus-cells  and  yellowish-white  flakes  composed  of  pus  and  fibrin. 

If  the  patient  does  not  die,  the  process  terminates  by  the  re- 
absorption  of  the  exuded  matters.  This  is  accompanied  by  the 
formation  of  new  connective  tissue,  which  issues  in  thickening 
and  adhesion  of  the  pericardium.  Purulent  exudations  may  in 
like  circumstances  become  inspissated  and  then  undergo  calcifica- 
tion. Very  extensive  suppuration  of  the  pericardial  tissue  itself 
is  rare  ;  but  on  the  other  hand  the  suppurative  process  often 
spreads  by  continuity  to  neighbouring  tissues. 

By  the  rupture  of  ulcers  of  the  oesophagus  and  of  the  stomach, 
as  well  as  by  traumatic  laceration  of  the  pericardium,  air  may 
enter  its  cavity,  a  condition  described  as 
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ReferenceB  on  Pericarditis. 

Bamberger:  Wien.med.  Woch,\B12 

Baxti  :  Aetiology  of  pericarditis  D.  med.  Woch.  1888 ;  Uraemic  pericarditis 

CenLf,  allg.  Path,  v  1894 
Bauer  :  Diseases  of  the  pericardium  Ziemsseris  Cyclop,  vi  1876 
Cerf:  Pericardial  adhesions  Inaug,  Diss,  Ziirich  1875 
Feierabend  :  Calcification  Wien.  med.  Woch.  1866 
GorLD  :  Calcification  Trans.  Path.  Soc.  xxviii  London  1877 
GuTTMAXx:  BerL  klin.  Woch.  1880 
Muller:  D.  A.  f.  klin.  Med.  xxiv 
Xeumaxx:  A.f.  mikrosk.  Anat.  xviii 
Riegel  :  GerhardCs  Handh.  d.  Kinderkr.  iv 
Zahn  :  Purulent  pericarditis  V.  A.  7*2  1878 

16.  Among  the  infective  granulomata  of  the  pericardium 
tabercnlosis  is  the  most  common.  Tliis  condition  is  usually  due 
to  tuberculous  infection  of  the  neighbouring  organs,  the  lungs, 
the  pleurae,  or  the  peribronchial  and  mediastinal  lymph-glands. 
Tubercle-bacilli  may  however  reach  the  pericardium  by  way  of 
the  circulation  also. 

Slight  degrees  of  infection  are  indicated  by  the  formation  of 
grey  tubercles,  which  are  usually  to  be  found  on  a  part  only  of 
the  inner  surface  of  the  pericardium.  The  area  around  the 
tubercle  is  generally  hyperaemic  ;  and  not  infrequently  a  delicate 
gelatinous  cellular  tissue,  traversed  by  newly-formed  vessels,  is 
there  produced.  The  pericardial  liquid  is  usually  more  or  less 
increased  in  quantity  and  is  at  times  blood-stained.  From  rup- 
ture into  the  pericardium  of  neighbouring  caseous  nodes,  the  ex- 
udation sometimes  becomes  purulent  in  character. 

In  cases  of  advanced  tuberculosis  the  tubercles  are  more 
abundant,  and  usually  extend  over  the  entire  surface  of  the 
heart.  At  the  same  time  agglomerations  of  tubercles  and  cheesy 
nodes  of  different  sizes  are  formed,  and  these  usually  lie  in  a  mass 
of  greyish-red  vascular  granulation-tissue.  The  cavity  of  the 
pericardium  contains  an  abundant  sero-sanguineous  exudation, 
generally  accompanied  by  fibrinous  deposits  by  which  the  tuber- 
cles may  be  to  some  extent  covered  over,  so  that  the  course  of  the 
disease  is  that  of  a  fibrmous  pericarditis.  The  pericardial  layers 
are  more  or  less  extensively,  at  times  entirely,  coherent,  being 
united  by  a  continuous  greyish  semi-translucent  film  of  granula- 
tions and  connective  tissue,  which  contains  grey  and  cheesy 
tubercles,  and  larger  caseous  agglomerations  of  these. 

In  actinomycosis  of  the  lungs  and  mediastinum  the  peri- 
cardium may  be  permeated  by  granulations  undergoing  fatty 
degeneration,  while  its  cavity  is  filled  with  a  purulent  or  fibrino- 
purulent  exudation. 

Syphilitic  inflammation  of  the  pericardium  is  very  rare,  and 
is  usually  associated  with  syphilis  of  the  myocardium  ;  it  leads  to 
the  formation  of  pericardisd  adhesions. 
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Primary  tmnoars  of  the  pericardium  are  extremely  rare. 
Secondary  growths  are  somewhat  more  common,  and  invade 
the  pericardium  either  from  the  lungs  and  mediastinum,  or  the 
oesophagus  and  stomach,  or  by  metastasis  from  more  distant 
organs.  Among  those  most  frequently  found  invading  the  mem- 
brane are  lympho-sarcoma  of  the  mediastinum  and  carcinoma  of 
the  oesophagus  and  of  the  stomach. 

Of  the  animal  parasites  occurring  in  the  pericardium,  CyBti- 
cercus,  UchinococciLS^  and  Trichina  are  those  most  frequently  re- 
corded. 

Meferences  on  Tuberculosis  and  Syphilis  of  the  Pericardium. 

Eichhorst:  Tuberculous  pericarditis  Charity-Ann,  ii  1875 

Hayem  and  Tissier  :  Tuberculous  pericarditis  Rev.  de  mtd.  ix  1889 

Kast:  Purulent  pericarditis  in  tuberculosis  of  mediastinal  glands  F.  ^4.  96 

1884 
Leudet:  a.  gin.  de  m^d.  ii  1862 

Mi^A^EK :  Sypliilis  of  the  heart  A .  /  DermaU  suppl.  1893  (^with  references) 
Proust  :  Gaz.  med,  de  Paris  1865 
RiEGEL :  GerhardCs  Handb.  d,  Kinderkr,  iv 
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CHAPTER  IX 


MORBID  CHANGES  IN  THE  ARTERIES 


17.  Atrophy  of  the  arterial  walls,  which  may  be  wide-spread, 
occurs  in  association  with  chronic  anaemia  and  general  marasmus, 
as  well  as  with  atrophy  of  individual  organs.  Thus  after  the 
amputation  of  a  limb  the  arterial  trunks  of  the  stump  become 
of  smaller  size.  Partial  disappearance  of  some  of  the  component 
parts  of  the  vessel-wall,  of  the  muscular  fibres  for  example,  takes 
place  as  a  consequence  of  inflammatory  or  degenerative  conditions 
afiPecting  it,  and  also  of  abnormal  distension  of  the  vessel. 

Fatty  degeneratioii  of  the  intima  of  the  arteries  is  mani- 
fested by  the  appearance  of  opaque 
whitish  or  yellowish-white  spots  on  its 
surface,  and  is  very  frequently  found 
post  mortem  in  the  larger  vessels  (Fig. 
33),  as  well  as  in  the  small  arteries  and 
capillaries  (Fig.  34). 


Fio.  33.    Fattt  degeneration  of  the  cells  of  the  intima  of  the  aorta, 

VIEWED  FROM  THE  FLAT  SURFACE. 

Fio.  34.    Fattt  degeneration  of  a  cerebral  capillary. 
{Perosmic  acid  preparation :  x  350) 

The  process  begins  with  a  fatty  degeneration  of  the  endo- 
thelial cells,  which  become  (Figs.  33  and  34)  filled  with  globules 
of  oil.  The  endothelium  sometimes  becomes  detached,  and  is 
carried  off  into  the  circulation.  In  extreme  fatty  degeneration  of 
the  deeper  layers  of  the  intima,  small  areas  of  disintegration  are 
formed,  and  these  may  become  a  nucleus  for  the  accumulation 
of  cells,  which  take  up  into  their  substance  some  of  the  oil- 
globules.     Proliferation  may  also  take  place  around  such  areas. 

The  causes  of  the  fatty  change  are  to  be  sought  in  disturbances 
of  the  circulation,  changes  in  the  composition  of  the  blood,  and 
the  presence  of  poisonous  substances  in  the  circulation. 
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Fatty  degenoratloii  of  the  madia  attacks  chiefly  the  muscle- 
cells.  From  the  resulting  diminution  of  the  strength  of  the 
media  rnpture  of  the  artery  may  occur.  Calcareous  infiltration  is 
often  associated  with  fatty  degeneration,  the  blood-vessel  thereby 
losing  its  elasticity  and  becoming  rigid. 

Amyloid  degeneration  is  of  common  occurrence  in  the  arter- 
ies, tlie  vascular  system  being  especially  prone  to  be  affected  by 
this  change.  The  degeneration  is  imrticularly  noticeable  in  the 
intima  of  the  large  blood-vessels,  and  in  the  media  and  sometimes 
in  the  adventitia  of  tlie  smaller  vessels. 

Hyaline  degeneration  of  the  arteries  first  appears  in  the 
intima  of  the  vesseia  of  large  calibre,  the  connective  tissue  being 
rendered  homogeneous  and  losing  its  nuclei.  A  second  variety 
of  homogeneous  degeneration  of  the  vessels  is  well  seen  in  the 
smallest  arteries  and  capillaries  (Fig.  35  a  6),  and  occurs  with 


Kta.  35.    HrALivK  n 

{Preparalioit  hardened  in  aleiihol.  Ktainett  fiih  aliini-canniae  n 
mnuitttd  in  Cuaada  baUam :  x  21)0) 
a    byaliii«  vessel,  lumen  still  pntent  6    bj^line  vessel,  c 


special  frequency  in  the  glomeruli  of  the  kidneys,  in  tlie  choroid, 
in  the  brain,  and  in  the  lymph-glands. 

The  degenerate  vessels  have  a  homogeneous  appearance,  and 
their  walls  are  markedly  thickened  (Fig,  35).  The  endothelium 
is  at  first  unaffected,  and  the  lumen  of  tlie  vessel  unaltered  (a), 
though  in  later  stages  the  lumen  becomes  contracted  and  iinally 
occluded  by  the  hyaline  deposit  (ft). 

A  form  of  grannlar  degeneration  of  the  arterial  muscle-fibres 
is  described  by  Lowexfeld.  In  this  form  the  muscle-cells  swell 
up,  assume  a  granular  ap[>earance,  lose  their  nuclei,  and  finally 
disintegrate.  The  change  may  take  place  in  isolated  cells,  or  in 
groups  of  cells,  an<l  causes  a  marked  diminution  of  the  strength 
of  the  media  to  resist  pressure. 

Caldfleation  of  the  arteries  (Fig.  36)  occurs  chiefly  in  cases 
where  the  nutrition  of  the  vessel-wall  is  impaired,  or  its  tissue  is 
otherwise  morbidly  altered.     It  is  usually  associated  with  fatty 
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degeneration,  hyaline  degeneration,  sclerosis,  and  atheroma  (Art. 
18).  The  intima  or  the  media  is  the  seat  of  deposit  of  the  cal- 
careous salts.  In  the  former  situation  it  is  the  sclerotic  and 
atheromatous  patches  themselves  which  become  calcified,  so  that 
frequently  actual  calcareous  plates  are  formed,  which  are  capable 
of  being  entirely  separated  from  the  surrounding  tissue.  If  the 
media  be  the  seat  of  the  calcareous  deposit,  the  process  may  go  so 
far  that  the  whole  vessel  is  converted  into  a  hard  and  rigid  tube. 
Large  and  middle-sized  arteries  so  affected  often  show  upon  their 
inner  surface  a  ribbed  or  corrugated  appearance,  the  calcification 
of  the  degenerate  media  taking  place  in  bands  or  stripes. 

The  calcareous  salts  are  deposited  in  small  glistening  granules 
(Fig.  36),  which  finally  coalesce  into  compact  masses.  Haema- 
toxylin  imparts  a  deep  bluish- violet  coloration  to  tissues  affected 
with  ciilcification. 

In  extreme  cases  the  calcified  arteries  may  actually  become 
ossified,  portions  of  the  calcified  areas  appearing  to  be  permeated 
by  vessels  and  medullary  spaces,  from  which  a  bone-like  substance 
is  ultimately  built  up. 

NecroBJs  of  the  vessel-walls  results  most  frequently  from 
inflammations  which  occur  in  the  neighbourhood  of  the  vessels, 
and  which  themselves  end  in  tissue-necrosis  and  disintegration. 
Of  this  nature  are  in  particidar  the  diphtheritic  inflammations, 
and  caseous  tuberculosis.  Necrosis  affecting  the  vessels  exhibits 
the  same  characters  as  that  in  the  contiguous  parts. 

References  on  Hyaline  Degeneration  and  Calcification, 

Arndt  :  Morbid  anatomy  of  the  central  organs  F.  -4.  49  1870 

CoHX  :  Ossification  of  arteries  W  A.  106  1886 

(icLL  an(i  SuTTOx:  Arterio-capillary  fibrosis  3/ef/.-cAir.  Trans.  London  1872 

Holschewnikoff:  Hyaline  degeneration  of  cerebral  vessels  V.  ^4.  112  1888 

Jcxge:  Hyaline  degeneration  A.J\  Ophthalm.  v 

Kromatrr  :  Miliary  aneurysms  and  colloid  degeneration  in  the  brain  Inaug. 

/>/.<.<.  Bonn  1885 
Leyden:  Z.f.  Uin.  Med.  iii 

Lowexkeld:  Spontane  Himblutungen  Wiesbaden  1886 
LuBiMOFF :   V.  A,ol,  A.f.  Psych.  1874 

Mallory:  Calcareous  concretions  in  the  brain  Joum.  of  Path,  iii  1894 
March  and:  Art,  Arteries  Eulenburg's  Healencyklop.  1894  (with  references) 
Keelsen  :  Degeneration  of  cerebral  capillaries  A.  d.  Heilk.  xvii  1876 
Oelleu  :  Hyaline  degeneration  of  vessels  in  lead  amblyopia  F.  ^4.  80  1881 
Schweiggek:  A./.  Ophthalm.  v 

Thoma  :  Disorders  of  the  renal  circulation  in  chronic  nephritis  V.  A.  71 1879 
Wieger:  Hyaline  degeneration  of  lymph-glands  V.  A.  7S  1879 
Zieuler:  Causes  of  contracted  kidney  D.  A.f.  klin.  Med.  xxv  1879 

18.  The  term  scleroBis  is  used  to  designate  a  condition  of  the 
arteries  in  which  the  intima  presents  a  greater  or  less  degree  of 
indurative  thickening.  If  this  condition  is  general,  the  process 
may  be  called  diffnse  arterio-aderoBis ;  if  it  is  local,  so  that 
larger  or  smaller  prominences  of  a  flattened  or  rounded  form 
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appear  on  the  inner  coat  of  the  vessel,  we  speak  of  it  as  drcmtu 
■critaed  or  nodoee  artario-aeleroBis.  A  certain  degree  of  thick- 
ening of  the  intima  of  the  peripheral  arteries  is  a  physiological 
condition  in  old  age,  and  the  change  often  begins  to  be  appar- 
ent even  in  middle  life.  Circumscribed  thickenings  are  however 
always  of  a  pathological  nature.  Diffuse  sclerosis  may  be  com- 
bined with  local  thickenings.  The  affected  parts  sometimes  ap- 
pear tran.slucent  and  almost  gelatinous  in  texture,  and  sometimea 
cartilaginous,  or  densely  fibrous. 

The  local  thickenings  of  tbe  intima  (Fig.  37  efg\  known  aa 
sclerotic  plates  or  atheromatous  plaques,  occur  in  arteries  of 
every  size,  from  the  ascending 
aorta  to  the  finest  arterioles. 
They  may  be  few  in  number 
or  very  numerous;  and  they 
are  especially  frequent  in  the 
aorta,  where  often  it  is  difficult 
to  find  even  a  small  area  of 
the  intima  that  remains  en- 
tirely unaffected.  When  few 
in  number,  the  sclerotic  patches 
are  usually  situated  near  the 
point  of  origin  of  arterial 
branches. 

If  the  sclerosis  is  at  all 
marked,  plaquet  or  tablets  of 
an  opaque  ye  Ho  wish- white  or 
clear- white  colour  will  always 
be  found  near  the  translu- 
cent, cartilaginous,  or  fibrous 
patches.  These  plates  may  be 
smooth  or  rough  ;  and  not  in- 
frequently ulcers  are  formed 
iHjneath  them  by  necrotic  de- 
struction of  the  subjacent  tis- 
sue, at  the  bottom  of  which 
lie  masses  of  white  detritus. 
Not  infrequently  the  rough 
and  ulcerated  spots  are  cov- 
ered with  thrombi,  which  may 
be  soft  and  translucent,  thick 
and  whitish,  or  mixed  in  character.  The  yellowish-white  plaqust 
are  known  as  atheromatons  patches,  and  the  eroded  spots  as 
atheromatons  nlcers,  the  process  as  a  whole  being  described  as 
atheroma  of  the  arteries. 

Calcareons  infiltratloii  is  often  associated  with  these  condi- 
tions, and  affects  especially  the  diseased  spots,  so  that  actual 
plates  or  scales  of  chalk  form  in  the  sclerotic   patches.      The 
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media  may  appear  unchanged,  or  it  may  contain  scar-lib  e  tissue, 
either  alone  or  in  combination  with  calcareous  deposits. 

The  firm  yellowish-white  plates  are  composed  of  new-formed 
connective  tissue,  which  presents  evidence  of  premature  degenera- 
tion, generally  of  the  nature  of  hyaline  change.  In  consequence 
of  this  degenerative  process,  the  substance  of  the  connective  tissue 
becomes  homogeneous,  and  loses  first  its  fibrillation  and  ultimately 
its  cells.  Sometimes  the  hyaline  degeneration  is  combined  with 
extensive  fatty  degeneration,  which  primarily  affects  the  cells. 
Highly  granular  fibrous  tissue  may  be  found  side  by  side  with  the 
hyaline  patches.  In  those  patches  which  appear  gelatinous,  the 
tissue  presents  the  characteristics  of  mucous  tissue,  its  cells  being 
sometimes  preserved  unchanged,  sometimes  fatty,  and  sometimes 
already  broken  down. 

The  degenerate  and  necrotic  connective  tissue  not  infrequently 
becomes  calcified,  and  indeed  the  calcareous  plates  above  described 
are  practically  always  produced  in  tissue  that  is  already  morbidly 
altered.  More  frequently  the  degenerate  tissue  undergoes  disin- 
tegration, its  place  being  taken  (Fig.  37  e)  by  a  mass  of  granular 
detritus  (/)  more  or  less  intermingled  with  oil-drops,  and  often 
containing  plates  of  cholesterin  (/j).  This  detritus  constitutes 
the  so-called  atheromatous  pulp. 

The  necrotic  processes  usually  begin  in  the  outer  layers  of  the 
sclerotic  thickening  (Fig.  37  «/),  but  they  may  spread  towards 
the  interior,  and  ultimately  extend  so  far  that  the  layer  of  con- 
nective tissue  towards  the  lumen  of  the  vessel  gives  way,  where- 
upon the  atheromatous  patch  becomes  an  ulcer. 

Cellular  infiltrations  (g^  are  often  found  near  the  seat  of 
atheromatous  degeneration,  due  to  the  fact  that  the  destruction  of 
tissue  leads  to  immigration  of  leucocytes  and  proliferation  of  the 
surrounding  tissue-elements.  The  media  may  remain  unchanged, 
but  usually  it  also  presents  evidence  of  cellular  infiltration  round  its 
capillaries,  and  fibro-cellular  strands  run  through  those  parts  of  it 
whose  structure  is  altered  or  destroyed.  Further,  it  not  infre- 
quently happens  that  the  media  shows  areas  of  hyaline  and  fatty 
degeneration  and  calcareous  infiltration.  The  adventitia  may  be 
unchanged ;  or  it  may  present  diffuse  or  patchy  fibroid  induration, 
as  well  as  foci  of  cellular  infiltration. 

In  certain  cases  the  adventitia,  as  well  as  the  media,  possesses 
very  numerous  va%a  vasorum  (Fig.  38),  which  may  run  as  far  as 
the  innermost  layers  of  the  media,  and  sometimes  even  of  the 
intima  (Fig.  38  /).  The  vessels  in  the  latter  case  are  usually 
accompanied  by  clusters  of  leucocytes  (c?  d^  d^)- 

Sclerosis  and  atheroma  differ  in  their  mode  of  development, 
and  their  aetiology  differs  accordingly. 

In  many  cases  the  condition  developes  very  gradually  as 
a  manifestation  of  senile  decay,  sometimes  affecting  the  aorta 
chiefly  or  alone,  sometimes  isolated  arteries  in  single  organs  or  in 
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several  eimultaneously,  sonietimeB  nearly  all  tlie  arteries  in  the 
body.  When  no  special  iiijuiioue  influence  can  be  disci)vered  as 
a  probable  cause,  we  must  assume  that  the  changes  which  age 
brings  with  it  are  them- 
selves sufficient,  in 
many  cases,  to  give  rise 
to  this  condition  of  the 
vascular  system- 
Injurious  agents  of 
many  kiuds  have  by 
various  authorities  been 
credited  with  the  power 
of  exerting,  through 
the  medium  of  the 
blood,  a  noxious  action 
on  the  arterial  intima. 
Chronic  alcoholism, 
lead-poisoning,  and 
gout  are  thus  deemed 
to  lie  of  special  impor- 
tance. In  recent  years 
particular  attention  has 
been  directed  to  the 
infective  processes  in 
this  connexion,  and 
articular  rheumatism, 
endocarditis,  typhoid 
fever,  scarlatina,  and 
syphilis  are  given  as 
among  the  causes  of 
arterial  sclerosis. 

So  far  as  the  scle- 
rotic process  is  at  pres- 
ent understood,  it  is 
probable  that  it  may 
start  from  degenera- 
tive changes  of  various 
kinds.  Some  of  these 
antecedent  changes  are 
associated  with  <)ld  age, 
others  with  premature 
decay  or  marasmus, 
others  with  infective  or 
toxic  agencies,  or  again  with  mechanical  injuries  such  as  strain 
or  rupture  of  some  of  the  coats  of  the  vessel.  Tlie  primary  alter- 
ation or  damage  is  then  followed  by  inflammatory  action,  and  this 
by  jiroliferation  of  the  vessel-walls. 

Sclerosis  and  atheroma  ai'c  therefore  seiiuences  of  a  prolifer- 
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ous  or  hyperplastic   arteritis,  whose  originating  causes  are  of 
various  and  diverse  kinds  (Art.  19). 

If  the  process  which  issues  in  arterial  sclerosis  be  observed 
while  it  is  still  in  progress,  foci  of  proliferation  and  often  of 
inflammatory  infiltration  will  be  found  in  the  intima,  and  fre- 
quently in  the  media  and  adventitia  as  well.  In  the  walls  9f  the 
larger  vessels  these  are  generally  seen  surrounding  the  vasa  vaso^ 
rum  (Fig.  38  d^  d^.  Thus,  according  to  the  situation  in  which 
the  disease  is  most  marked,  we  distinguish  the  varieties  known  as 
endarteritis,  mesarteritis,  and  periarteritis.  The  intima  may 
suffer  such  extensive  changes,  through  the  development  of  scle- 
rosis and  atheroma,  that  the  condition  may  be  specifically  described 
by  the  term  chronic  endarteritis  def oxinans. 

If  the  changes  occur  chiefly  in  the  intima,  the  process  of  new 
tissue-formation  takes  place  upon  its  inner  free  surface,  and 
chiefly  beneath  the  thrombi  which  are  there  deposited  in  the 
manner  already  described  in  treating  of  proliferation  of  the 
endocardium  (Art.  7,  Fig.  11).  Occasionally  some  of  these 
thrombi  still  persist  at  the  time  of  death.  The  thrombi  are 
sometimes  soft  in  consistence,  grey,  translucent,  and  almost  gelati- 
nous ;  again  they  may  be  yellowish,  reddish,  or  mottled  in  colour, 
and  warty,  matted,  or  villous  in  form,  resembling  the  so-called 
endocarditic  vegetations  (arteritis  verrucosa^.  Cases  occur  in 
which  the  aorta  presents,  along  with  sclerotic  thickenings  and 
atheromatous  patches,  a  great  number  of  the  above-mentioned 
thrombotic  deposits  (aortitis  verrucosa).  The  microscope  then 
shows  that  the  wall  of  the  aorta  contains  not  only  the  older 
fibroid  indurations  and  hyperplasias  (Fig.  38  a),  but  also  numer- 
ous foci  of  proliferation  and  inflammation  (d  d^  d^)^  and  that  the 
thrombotic  deposits  are  already  partly  penetrated  by  ingrowths  of 
connective  tissue  from  the  underlying  intima  (e  e^).  The  whole 
process  thus  assumes  the  character  of  a  proliferous  thrombo- 
arteritis  (Art.  19). 

Arterial  sclerosis  may  terminate  in  the  narrowing  and  oblitera- 
tion of  the  vessels  (endarteritis  obliterans)^  or  in  their  gradual 
dilatation  and  rupture.  Occlusion  may  arise  from  the  coales- 
cence of  the  thickenings  of  the  intima,  or  from  thrombosis  behind 
the  contracted  and  roughened  segments.  Thrombosis  takes  place 
not  only  in  the  small  arteries,  but  also  in  the  large  ones ;  even  the 
common  carotid  and  subclavian  may  be  obliterated  in  this  manner. 
The  most  frequent  seat,  however,  of  such  occlusion  is  in  the  arter- 
ies of  the  brain,  heart,  and  kidneys ;  in  these  situations  it  may 
affect  both  the  larger  and  the  smaller  vessels.  Dilatation  and 
rupture  of  the  arterial  wall  occur  when  the  media  is  the  coat 
chiefly  affected,  as  the  resisting  power  of  the  vessel  is  thereby 
greatly  diminished. 

The  results  of  arterial  stenosis  and  obliteration  are  necrosis, 
degeneration,  and  atrophy  of  the  tissues  deriving  their  nutrition 
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from  the  affected  vessels.  If  the  vasa  vasorum  are  occluded  by 
sclerosis  (Fig.  38  ^),  atheromatous  degeneration  of  the  vessel- 
wall  is  liable  to  result. 

Hypertrophy  of  the  arteries,  in  which  the  connective  tissue 
as  well  as  the  muscle-iibres  undergo  multiplication  and  increase, 
occurs  in  vessels  that  serve  for  the  establishment  of  a  collateral 
circulation,  or  that  are  called  upon  to  supply  large  masses  of  new 
tissue  with  blood.  The  arteries  in  such  cases  increase  in  length 
and  in  thickness,  and  often  become  tortuous.  When,  in  connexion 
with  the  formation  of  new  tissue,  fresh  vessels  are  formed  by 
budding,  some  of  the  new-formed  capillaries  must,  through  the 
complete  development  of  their  walls,  be  converted  into  arteries. 

In  cases  of  increased  arterial  pressure,  such  as  occurs  in 
chronic  renal  disease,  hypertrophy  of  the  arterial  walls  may  take 
place  throughout  the  greater  part  of  the  vascular  system. 
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19.  Inflammation  of  the  arteries,  or  arteritia,  may  be  in- 
duced by  morbid  changes  in  the  blood,  by  traumatic  injuries,  and 
by  the  extension  of  inflammatory  processes  from  the  neighbour- 
hood of  the  vessel-wall.  Mechanical  violence  may  lead  to  arter- 
itis by  tearing  or  wounding  the  vessel,  or  by  crushing  its  coats,  as 
in  surgical  ligation.      Non-traumatic  inflammations  are  for  the 
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most  part  due  to  infection  or  poisoning;  mere  disorders  of  nutri- 
tion may,  however,  lead  ultimately  to  processes  of  an  indamma- 
tory  character.  Among  the  infective  agencies  the  most  common 
are  the  pyogenic  micrococci,  the  tubercle-bacillus,  and  the  virus  of 
syphilis.  These  irritants  lead  to  arterial  inflammation  by  acting 
upon  the  arterial  wall  from  the  lumen  of  the  artery,  from  the  vata 
vatorum,  or  from  the  adjacent  tissues. 

Very  frequently  arteritis  is  connected  with  the  presence  of 
foreign  bodies  in  the  blood-current,  more  particularly  with  throm- 
bosis, the  thrombosis  itself  often  in  its  turn  starting  from  an  ante- 
cedent arteritis  elsewhere. 
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Corresponding  to  its  manifold  causation,  the  character  and 
course  of  arteritis  present  many  dififerences.  and  it  is  accordingly 
impracticable  to  describe  all  its  varieties.  We  may,  however,  give 
prominence  to  certain  main  types,  with  which  the  remainder  may 
easily  be  connected.  Among  these  types  we  may  distinguish  — 
thrombo-arteritis,  haematogenous    arteritis    without    thrombosis. 
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arteritis  extending  from  the  surrounding  tissues,  the  specific  arte- 
ritis caused  by  the  tubercle-bacillus,  that  caused  by  the  virus  of 
syphilis,  and  nnally  the  disease  known  as  periarteritit  nodota. 

!nirombo-art«rltl8  may  manifest  itself  in  connexion  with  spon- 
taneous thrombosis,  or  with  embolism.  In  the  first  class  we  place 
the  thrombosis  which  follows  ligation,  injury,  or  disease  of  the 
vessel-wall.  The  particular  variety  of  arteritis  occurring  in  con- 
nexion with  thrombosis  is  determined  by  the  nature  of  the  throm- 
bus, and  may  be  purulent  or  proliferous  in  character. 

Pnmlant  thrombo-artazltis  results  from  spontaneous  throm* 
bosis  or  embolism  when  the  coagulum  contains  pyogenic  micro- 
o^anisms.  The  vessel-wall  may  undergo  either  necrosis  or 
purulent  infiltration  (Fig.  39  i)  as  a  result  of  the  action  of  the 
bacteria,  and  this  may  lead  to  suppurative  softening  of  the  art«- 


Fio,  40.    OccLuaiOM  o 


a    arteiUJ  wall 


rial  coats.  The  larger  arteries,  in  process  of  purulent  infiltration, 
appear  yellowish-white  in  colour,  swollen,  and  brittle.  Under  the 
pressure  of  the  blood  the  vessel-wall  may  yield,  producing  an 
infective  or  pyaemic  aneurj'sm  (Fig.  39),  or  the  arterj'  may 
rupture.  Periarterial  abscesses  (i)  may  result  from  the  accumu- 
lation of  pus  and  suppuration  of  tissue  around  the  vessel.  This 
condition  is  very  apt  to  be  brought  about  in  the  smaller  arteries 
when  they  are  occluded  by  infective  emboli  (Fig.  39  y). 

Prollferoos  or  plastic  thrombo-axtexitis  occurs  in  cases 
where  the  primary  thrombus  or  embolus  is  not  infective,  and  leads, 
according  to  the  amount  of  proliferation  induced,  to  occlusion  of 
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the  vessel  (Fig.  40)  or  to  circumscribed  thickenings  of  the  wall. 
The  thickenings  may  consist  of  flattened  prominences,  of  firmly 
adherent  ridges,  or  of  bands  and  strings  which  cross  the  lumen  of 
the  vessel  (Jig.  41  6).  When  the  contracting  thrombus  or  em- 
bolus is  only  in  part  replaced  by  connective  tissue,  while  another 
part  becomes  calcified,  warty  or  knotty  prominences  are  formed 
on  the  wall  of  the  artery.  These  we  might  call  arterial  calculi, 
or  arterioliths. 

The  new  connective  tissue  which  developes  in  the  substance  of 
and  so  replaces  a  thrombus  owes  its  existence  to  proliferation  of 
the    cells    of    the    vessel-wall. 
When  the  process  leads  to  com- 
plete occlusion  of  the  artery,  it 
is  called  endarteritis  obliterans. 

While  the  formation  of  new 
tissue  is  progressing  the  arterial 
wall  is  in  a  condition  of  prolif- 
eration and  inflammation,  and 
we  accordingly  find  it  infiltrated 
with  connective-tissue  cells  and 
leucocytes.  Sooner  or  later,  in 
the  inner  coats  of  the  vessel,  the 
leucocytes  are  accompanied  by 
large  fibroblasts,  and  these  ex- 
tend out  from  the  intima  into 
the  thrombotic  mass  (Fig.  42  K), 
In  the  course  of  time  these  cells 
form  germinal  tissue,  which 
takes  the  place  of  the  thrombus, 
and  finally  becomes  converted 
into  connective  tissue  (Fig. 
40  6).  If  the  endothelium  of  the 
intima  be  still  preserved,  it  takes  part  in  the  proliferation  ;  if  it 
be  destroyed  the  new-formation  of  connective-tissue  cells  proceeds 
solely  from  like  cells  in  the  coats  of  the  vessel. 

The  blood-vessels  (Fig.  40  d)  which  supply  the  connective 
tissue  that  takes  the  place  of  the  thrombus  come  in  the  first 
instance  from  the  vasa  vasorum^  but  they  ultimately  communicate 
with  the  part  of  the  arterial  channel  that  is  still  open.  In  thrombi 
due  to  ligation,  the  new-formation  of  connective  tissue  and  the 
new  vessels  generally  start  from  the  point  at  which  the  ligature 
was  applied  (Fig.  43  rf.),  but  the  part  of  the  wall  of  the  vessel  in 
the  neighbourhood  of  the  thrombus  also  furnishes  new  tissue.  In 
wounds  of  the  vessels  it  is  the  region  covered  by  the  thrombus 
that  is  principally  concerned  in  the  reparative  process. 

Haematogenons  arteritis,  not  associated  with  thrombosis, 
originates  from  the  non-vascular  intima  on  the  one  hand,  and 
from  the  v<ua  vasorum  on  the  other  hand  (Fig.  38);  according 
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to  the  primaiy  seat  of  the  lesion,  we  distinguish  it  as  endarteritis, 
mesarteritis,  or  periarteritis. 

The  aetiology  of  this  form  of  arteritis,  when  it  is  not  due  to 
purulent  infection,  tuberculosis,  or  syphilis,  is  still  uncertain  :  we 
may  however  say  that  certain  specific  infections  and  poisons,  as 
well  as  simple  disorders  of  nutrition,  may  give  rise  to  it  (Art.  18). 
The  arteritis  is  almost  always  of  a  plastic  nature ;  it  leads  to  the 
formation  of  new  connective  tissue,  and  consequently  to  thicken- 
ing of  the  intima.  It  is  often  the  cause  of  indurative  fibroid 
degeneration  of  the  media  and  adventitia,  and  indeed  of  all  those 
conditions  that  are  characteristic  of  arterial  sclerosis  (Art.  18). 
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Consecutive  or  aacondary  artsritla,  due  to  inflammation  of  the 
tissues  in  which  the  arterieo  Via  embedded,  may  be  suppurative, 
gangrenous,  or  hyperplastic,  according  to  the  nature  of  the  affec- 
tion of  the  surrounding  tissues.  The  forms  leading  to  suppura- 
tion and  gangrene  occur  chiefly  within  infected  wounds  and 
ulcers,  such  as  those  of  the  stomach,  intestine,  and  lungs  ;  they 
are  a  common  cause  of  the  rupture  of  blood-vessels  in  these  situa- 
tions. If  the  artery  contains  a  thrombus,  as  for  example  after 
ligation,  this  also  may  undergo  suppurative  softening. 

Secondary  arteritis  leading  to  the  formation  of  new  connective 
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tissue  is  usually  the  result  of  chronic  inflammation  in  an  org&n 
containing  the  vessel.  The  fihrous  hyperplasia  affects  chiefly  the 
adventitia,  but  it  may  spread  also  to  the  media  and  intima. 
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20.  Syphilitic  arteritis  is  found  either  as  an  independent 
disorder  or  as  part  of  a  local  syphilitic  affection.  In  the  first 
variety  the  affected  vessel  shows  white  or  grey  thickening  of  the 
intima  and  of  the  adventitia.  The  vessel,  such  as  a  cerebral 
artery,  may  be  beset  with  greyish  translucent  or  whitish  patches ; 
or  a  certain  length  of  it  may  be  transformed  into  a  white  or  grey- 
ish-white cord.  This  form  is  not  to  be  distinguished,  either  by 
the  eye  or  with  the  microscope,  from  arterial  thickening  due  to 
non-syphilitic  fibrous  hyperplasia.  The  second  form  of  syphilitic 
arteritis  occurs  in  the  midst  of  foci  of  syphilitic  inflammation,  the 
vessels  being  surrounded  either  mth  diffuse  cellular  infiltrations 
(the  so-called  gummatous  granulations)  or  with  dense  cicatricial 
tissue. 

If  the  process  is  still  recent,  and  in  the  stage  of  granulation, 
the  thickening  of  the  intima  (Fig.  44  a)  consists  of  cellular  tissue. 
The  cells  are  in  part  small  and  round,  in  part  larger  and  spindle- 
shaped  or  stellate,  corresponding  to  the  various  forms  of  fibro- 
blasts. The  adventitia  is  similarly  altered  (rf).  The  media  (<?) 
is  generally  infiltrated  only  to  a  moderate  extent  with  cells.  If  the 
syphilitic  affection  is  of  longer  standing,  and  connective  tissue  has 
already  been  formed  in  the  inflamed  areas,  the  thickened  arterial 
coats  are  more  fibrous  and  contain  fewer  cells.     The  media  is 
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either  iu  good  condition  or  1b  in  places  atrophic  and  fibroid. 
Tiiere  is  nothing  specific  in  the  histological  character  of  the  pro- 
cess ;  but  it  may  be  remarked  that  in  ordinary  arteritis  leading 
to  sclerosis  the  cellular  infiltration  is  not  usually  so  abundant 
as  it  is  in  syphilitic  inflammation,  and  that  the  adventitia  in 
particular  is  not  so  subject  to  marked  alteration. 

The  thickening  of  the  arterial  coats  in  syphilis  is  often  very 
considerable ;  it  may  indeed  become  so  extreme  that  the  lumen 
of  the  affected  artery  is  partially  or  entirely  occluded  (^arteritig 
typhUitiea  obliterans^. 

TnbercnlotiB  arteritis  arises  from  the  infection  of  arteries  by 
way  of  the  blood,  and  from  the  ext«nsion  of  a  periarterial  focus 
of   tuberculosis    into   the 
vessel-wall ;      the     latter  j»_ 

mode  of  invasion  is  much 
more  common  than  the 
former. 

When  infection  has 
taken  place,  either  discrete 
tubercles  or  diffuse  in- 
flammatory infiltration 
and  hyperplasia  may  be 
developed  (Fig.  45  a  a, 
c  d)  ;  the  latter  may  lead 
to  very  considerable  thick- 
ening of  the  vessel-wall, 
and  often  causes  throm- 
bosis. If  the  granulations 
become  caseous,  the  vessel- 
walls  undergo  the  same 
transformation  (e).  If 
the  diseased  vessel  be  not 
closed  by  thrombosis  be- 
fore the  caseation  sets  in, 
it  often  ruptures  and  so 
gives  rise  to  haemorrhage. 
When  no  rupture  takes 
place  bacilli  may  pass 
from  the  vessel-wall  into 
the  lumen,  and  thus  be  disseminated  by  the  blood-stream. 

Fibrous  hyperplasia  of  the  vessel-wall  may  also  be  set  up  as 
a  consequence  of  tuberculous  inflammation.  Most  commonly  it 
is  the  adventitia  which  becomes  thickened,  though  at  times  a 
like  thickening  aCfects  the  intima  as  well.  It  may  become  so 
considerable  that  the  lumen  of  the  affected  vessel  is  greatly  con- 
tracted, or  even  occladed.  The  same  result  follows  when  throm- 
bosis takes  place  in  a  vessel  whose  wall  is  the  seat  of  caseatiug 
tabenmloos  gnuuilalionB. 
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Periarteritis  nodosa  is  a  peculiar  disease  of  the  arterial  sys- 
tem  described  by  KusSMAUL,  R.  Maier,  and  P.  Meyer,  whose 
nature  is  not.  yet  clear ;  it  is  characterised  by  the  occurrence  on 
the  arterial  wall  of  great  numbers  of  whitish  nodules  (Fig.  46  a}. 
They  are  found  not  only  on  the  vessels  that  caii  readily  be  dissected 
out  with  scalpel  and  scissors,  in  the  muscles,  the  serous  membranes, 
and  so  on,  but  also  on  the  arteries  of  the  parenchyma  of  the  spleen, 
the  abdominal  glands,  the  uterus,  and  the  mucous  memhranes. 

The  nodes  on  arteries  of  somewhat  larger  size  are  situated  on 
one  side  of  the  vessel-wall ;  in  the  case  of  the  smaller  ones  they 
entirely     surround     the 
lumen.     The  thickening 
_     -i^         .•  is  due  to  cellular  infiltra- 

tion and  proliferation  of 
all  the  coats  of  the  vessel 


Fia.  4S.      TUBBRCULOUB   ARTEUTn. 

(Pr^taration  ttained  with  fuduin  and  methyltne-btue.  and  mounted  in  Canada  bat- 
tarn  :    X  100,  but  the  bacilli  havt  been  tkelehed  in  under  a  higher  magnifying 

power) 


with  . 
bacilli 
h    innsr  elwtlo  lamellB 


and  coQlalning  tiibercle- 


d    prolKeroas  adventilia  lDfiItrat«d  with 
cells  and  containing  talraTcle-bBcllli 

8    caseouB  portion  oF  the  vesBel-wall 


Fio.  46.    Pbrurtbritis  n 


(Fig.  47),  the  hyperplastic  intima  projecting  into  the  lumen  of  the 
artery  (i),  while  the  media  (c  d)  is  transformed  into  cellular  tissue 
of  considerable  thickness,  and  the  adventitia  and  the  surrounding 
tissue  (e)  are  thickly  studded  with  cells.  The  affection  might 
thus  be  fitly  described  as  arteritis  proliferans  nodota.  Thrombosis 
may  accompany  the  process,  which  sometimes  also  leads  to  aneu- 
iTsmal  dilatation  of  the  weakened  and  yielding  arterial  wall.  When 
the  inflammation  and  proliferation  are  excessive  the  tissues  sur- 
rounding the  artery  are  apt  to  he  affected  in  the  same  way.  The 
thrombosis  leads  to  ischaemic  necrosis  of  the  parts  lying  behind 
the  occlusion.     The  most  likely  explanation  of  the  disease  is  that 
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it  is  an  infective  one.  The  sudden  onset  of  the  afFection,  its  rapid 
course,  and  the  marked  wasting  that  accompanies  it,  are  in  favour 
of  this  theory  (von  Kahldbn). 


.     .  »  MiiUr't 
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21.  Arteries  whose  walls  have  lost  their  elasticity  and  power 
of  resistance  may  dilate  to  an  abnormal  extent  or  even  rupture 
under  the  pressure  of  the  blood,  whether  this  be  normal  or  for 
any  reason  exceptionally  increased.  In  this  manner  more  or  less 
severe  and  sometijnes  fatal  haemorrhages  frequently  occur.  The 
dilatation  and  rupture  may  be  acute,  and  if  death  does  not  take 
place  the  vessel  may  return  to  its  normal  condition  by  contraction 
and  ultimate  repair  of  the  rent.  In  other  cases  the  result  is  per- 
manent sacculation  or  dilatation  of  the  vessel,  or  an  external 
sac  containing  blood  may  remain  in  communication  with  its 
channel.  AU  these  results  are  usually  comprehended  under 
the  name  of  aneurysm.  If  the  wall  of  the  aneurysm  consists  of 
the  coats  of  the  artery,  we  speak  of  it  as  an  aneurysm  proper,  or 
tmo  aneurysm.  If  the  arterial  channel  remains  in  communica- 
tion with  a  sac  consisting  of  new-formed  tissue,  we  speak  of  it  as 
a  false  aneurysm. 


Fio.  49.    Ankubtsmr  (a)  of  thb  hypoqastbic  abtbbt. 

(Reduced  by  one-nxth) 

If  we  classify  aneurysms  according  to  their  external  form 
and  their  local  relations  to  the  affected  vessel,  we  may  first  con- 
sider a  group  of  pathological  conditions  which  are  described  as 
arterial  ectases.  An  ectasis  is  a  spindle-shaped,  sometimes  almost 
cylindrical  (Fig.  48  a),  or  in  other  cases  somewhat  pouched  dila- 
tation of  an  artery,  over  a  greater  or  less  extent  of  the  vessel's 
course.  Such  a  widening  occurs  with  special  frequency  in  the 
aorta,  and  may  extend  over  its  whole  length,  or  affect  a  limited 
portion  only,  such  as  the  ascending  aoi'ta  or  the  arch.  Some- 
times in  the  course  of  a  vessel  there  are  several  fusiform  enlarge- 
ments, or  in  addition  to  the  dilatation  the  artery  is  tortuous  and 
convoluted,  a  condition  which  is  termed  cirsoid  aneurysm:  it 
occurs  most  frequently  in  the  great  vessels  lying  within  the  pelvis. 

The  second  group  is  formed  by  the  saccular  aneurysms  which 
project  from  one  side  of  the  affected  artery  (Fig.  48  c,  Fig.  49  a), 
and  are  more  or  less  sharply  marked  off  from,  the  lumen  of  the 
vessel. 
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By  many  authorities  the  saccular  forms  alone  are  described  as 
aneurysms.  The  several  varieties  can  however  hardly  be  sepa- 
rated, inasmuch  as  transitional  and  combined  forms  exist  (Fi^. 
48),  and  they  have  to  some  extent  the  same  aetiology  and  mode 
of  development. 

The  production  of  an  aneurysm  is  probably  in  all  cases  refera- 
ble to  some  morbid  weakening  of  the  arterial  coats.  In  certain 
instances  it  is  perhaps  dependent  on  a  local  imperfection  of  de- 
velopment in  the  coats  ;  but  as  a  rule  it  is  due  to  some  of  the 
injurious  influences  incidental  to  post-embryonic  life.  Fusiform, 
cylindrical,  and  pouched  dilatations,  and  tortuous  or  cirsoid 
elongations  of  arteries,  which  we  have  classed  together  as  arterial 
ectases,  are  caused  by  stretching  of  the  weakened  arterial  walls, 
and  may  be  called  aneurysms  by  distension.  The  formation  of 
large  saccular  aneurysms  is  probably  always  preceded  by  rupture 
of  one  or  more  of  the  arterial  coats,  and  we  may  therefore  de- 
scribe them,  in  contradistinction  to  the  former  class,  as  aneniysms 
by  mptnre. 

Aneurysms  by  distension  are  due  as  a  rule  to  the  changes  com- 
prehended under  the  term  arteriosclerosis ;  they  may,  however, 
be  caused  by  acute  inflammation  of  the  vessel-wall,  and  in  certain 
cases  are  probably  the  result  of  imperfect  development.  Conical 
aneurysms,  occurring  at  the  origin  of  arterial  branches,  may  be 
caused  by  excessive  traction  upon  the  vessels  (Thoma). 

Aneurysms  by  rupture  also  occur  with  great  frequency  in  asso- 
ciation with  arteriosclerosis  :  accordingly  the  class  of  aneurysms, 
which  from  their  mode  of  origin  we  may  call  arteriosclerotic, 
forms  the  largest  and  for  the  physician  the  most  important  group. 
They  are  most  commonly  met  with  in  the  aorta,  particularly  in  its 
thorS^ic  portion,  but  they  often  occiu:  in  the  arteries  of  the  brain, 
and  are  not  very  rare  elsewhere,  as  for  example  in  the  carotids,  the 
abdominal  arteries,  the  femorals,  and  their  branches. 

Ruptnre  of  the  arterial  coats  takes  place  both  in  arteries  of 
normal  calibre,  and  in  vessels  already  dilated.  It  usually  occurs  dur- 
ing the  early  stages  of  arteriosclerosis,  and  in  the  case  of  the  aorta 
in  persons  who  are  between  35  and  40  years  of  age.  Occasionally 
at  the  time  of  rupture  little  or  no  sclerotic  thickening  of  the  coats 
can  be  recognised  (Fig.  50)  ;  but  as  a  rule  the  intima  shows  some 
such  change  (Fig.  51  a).  The  rupture  sometimes  affects  only  the 
innermost  coat  of  the  vessel,  sometimes  also  the  middle,  and  at 
times  the  outermost  coat  as  well.  Various  forms  of  arteriosclerotic 
aneurysms  by  rupture  may  be  distinguished  accordingly.  If  all 
the  coats  are  broken  through,  haemorrhage  into  the  surrounding 
tissues  naturally  results,  and  if  the  effused  blood  cannot  find  an 
outlet  this  gives  rise  to  the  formation  of  a  blood-tumour  or 
haematoma,  which  afterwards  may  undergo  further  changes. 

If  the  intima  and  media  are  torn  through  (Fig.  60  c),  a 
dissecting  anenr]rsm  Qd  d)  may  be  formed,  whose  outer  wall  is 
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constituted  chiefly  by  the  adventitia  (e),  which  has  been  loosened 
from  the  media  by  the  pressure  of  the  escaping  blood,  or  by  the 
adveutitia  and  the  outer  strata  of  the  media  together.  This  result 
is  most  commonly  observed  in  the  ascending  aorta  (Fig.  50)  and 
in  the  smjill  arteries  of  the  brain,  which  are  surrounded  by  a  loosely- 
adhering  adventitia.     If  the  adventitia  of  the  aorta  does  not  give 
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way  at  the  time  of  the  rupture  of  the  intima  and  media  it  may  be 
stripped  loose  over  a  large  extent  of  surface,  so  that  the  under- 
lying accumulation  of  blood  may  reach  as  far  as  the  points  of  exit 
of  me  branches  of  the  thoracic  and  abdominal  aorta. 

Am  a  rule  death  takes  place  very  soon  after  rupture ;  but  life  is 
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sometimes  prolonged  for  a  while,  particularly  in  those  cases  in 
which  the  hlood  forces  its  way  from  the  subadventitial  sac  back 
again  to  the  blood-stream,  at  some  point  farther  on  in  the  course 
of  the  vessel  (Bostrom).  The  new  blood-channel  fonned  by  the 
adventitia  is  then  strengthened  by  the  formation  of  connective 
tissue  around  it,  and  it  may  even  acquire  an  endothelial  lining. 


(From  a  man  aged 36 :  naturuliize) 
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c  rent  in  the  media 

Since  in  cases  of  complete  rupture  and  of  dissecting  aneurysm 
we  cannot  always  detect  morbid  changes  in  the  coats  of  the 
vessels,  it  is  very  probable  that  in  the  absence  of  these  changes 
traumatic  injury  to,  or  defective  development  of,  the  vessel-wall 
is  the  primary  cause  of  the  lesion.  When  a  portion  of  the  intima 
of  a  vessel  sucli  as  the  aorta  gives  way,  with  or  without  accom- 
panying rupture  of  the  media,  and  without  dissection  of  the 
other  coats,  a  locus  minoria  re»i»tentiae  is  formed  at  that  part. 
I  A  local  dilatation  of  the  remaining  layers  of  the  arterial  wall 
thereupon  takes  place,  and  a  saccular  anenxysm  is  produced. 
This  result  is  not  however  inevitable,  for  we  frequently  see  rents 
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in  the  large  vessels  that  have  actually  healed  by  means  of  newly- 
formed  connective  tissue,  and  show  no  signs  of  yielding.  When 
the  process  results  in  lateral  dilatation  of  the  vessel-wall,  a  very 
large  blood-sac  (Fig.  48  c)  may  ultimately  be  formed  at  the 
affected  spot.  These  sacs  communicate  with  the  lumen  of  the 
vessel  by  a  more  or  less  wide  opening  (Fig.  48  6),  which  is  com- 
monly narrow  compared  with  the  size  of  the  artery  or  of  the  sac 
itself.  Frequently  several  such  aneurysms  co-exist  in  sclerotic 
and  dilated  vessels,  so  that  for  example  an  ectatic  ascending  or 
transverse  aorta  may  present  three,  four,  or  even  more  saccu- 
lations. 

Arteriosclerotic  aneurysms  of  the  aorta  and  other  great  vessels 
often  attain  considerable  size,  and  cause  distortion  and  displace- 
ment of  the  contiguous  viscera.  Aneurysms  of  the  thoracic  aorta 
frequently  extend  to  the  sternum  and  ribs,  or  to  the  spinal  colimin, 
and  then  exert  pressure  on  these  bones.  Under  these  conditions 
the  bony  substance  becomes  eroded  and  atrophic,  and  large  por- 
tions of  the  vertebral  bodies,  the  sternum,  or  the  ribs  may  be 
thus  absorbed  (Fig.  48  d}.  The  nerve-trunks,  the  trachea,  and 
the  walls  of  adjacent  blood-vessels  such  as  the  pulmonary  artery, 
are  in  like  manner  pressed  on  and  atrophied. 

In  the  wall  of  the  sac  itself,  which  is  subjected  to  steadily  in- 
creasing distension,  inflammatory  infiltration  and  proliferation 
are  set  up,  and  these  result  in  fibrous  hyperplasia.  Within  the 
sac  laminated  thrombi  may  form,  which  fill  it  up  to  a  greater  or 
less  extent,  and  cause  proliferation  of  the  underlying  wall,  but  do 
not  necessarily  lead  to  the  healing  of  the  aneurysm  by  obliteration 
of  its  cavity. 

Sooner  or  later  the  aneurysm  ruptures,  and  blood  is  effused 
into  the  surrounding  tissues.  The  haemorrhages  that  occur  so 
frequently  in  the  brain  come  very  often  from  the  rupture  of 
aneurysmal  dilatations  in  atheromatous  arteries.  Large  thoracic 
aneurysms  frequently  project  into  the  lumen  of  the  trachea,  the 
bronchi,  or  the  oesophagus,  after  causing  the  absorption  of  the 
walls  of  these  structures  by  pressure ;  then  the  aneurysmal  sac 
ruptures,  and  massive  haemorrhage  takes  place  into  the  respiratory 
tract,  or  into  the  oesophagus.  In  other  cases  the  aneurysms  rupt- 
ure externally  through  the  intercostal  spaces,  and  instances  are 
recorded  in  which  they  have  ruptured  into  the  pulmonary  artery 
or  into  the  veins.  In  the  latter  instance  the  aneurysmal  sac 
has  previously  become  adherent  to  the  wall  of  the  vein,  and  when 
rupture  into  the  latter  ensues  the  condition  is  known  as  true 
▼aricose  aneurysm. 

Embolic  anenrysm  is  another  special  variety,  of  which  we 
may  distinguish  two  forms.  The  first  owes  its  existence  to  the 
fact  that  sharp-cornered  particles  of  calcified  material  are  swept 
from  ulcerated  valves  or  other  parts  of  the  vascular  system  to  a 
peripheral  artery,  into  whose  walls  they  penetrate.     This  may 
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cause  rupture  and  fatal  haemorrhage  (cerebral  apoplexy),  or  if 
the  walls  of  the  vessel  do  not  at  once  give  way  entirely,  an  aneu- 
rysm by  rupture  may  be  formed.  In  the  latter  case  the  walls  of 
the  sac  are  composed  either  of  tissue  derived  entirely  from  the 
surrounding  structures,  or  in  part  at  least  of  the  outer  walls  of  the 
vessel.  These  aneurysms  are  thus  essentially  due  to  mechanical 
erosion,  and  accordingly  are  really  traumatic  in  origin. 

The  second  form  of  embolic  aneurysm  is  that  known  as  the 
mycotic  or  infective  aneurysm  (Fig.  39).  This  form  is  due  to 
emboli  infected  with  bacteria  (^),  which  set  up  at  their  point  of 
lodgment  suppurative  inflammation  and  degeneration  of  the  ves- 
sel-wall and  its  surroundings.  The  emboli  usually  come  from 
infective  endocarditic  thrombi.  The  walls  of  the  vessel  (/), 
becoming  friable  and  softened  by  ulceration,  either  wholly  or 
partially  give  way.  If  the  outer  coats  do  not  rupture,  a  saccu- 
lar or  fusiform  aneurysm  may  form  by  their  dilatation.  In  horses 
embolic  aneurysms  are  often  produced  by  the  Strongylus  armatus^ 
which  lives  in  the  blood-vessels  (notably  in  the  mesenteric  artery), 
and  causes  at  its  point  of  lodgment  thrombosis  and  degenerative 
changes  in  the  vessel-wall.  Laceration  of  the  inner  and  dilata- 
tion of  the  outer  coats  are  the  ultimate  result.  We  might  call 
these  parasitic  aneurysms. 

Aneurysms  by  erosion  are  usually  found  in  suppurating 
wounds  and  in  tuberculous  foci,  especially  in  cavities  of  the 
lungs.  The  suppuration  or  the  tuberculous  inflammation  involves 
the  outside  of  the  vessel  (Fig.  45),  softens  it,  and  so  renders  it 
more  liable  to  laceration.  In  favourable  cases  the  portion  of  the 
vessel  thus  affected  may  protect  itself  by  the  formation  of  thrombi, 
followed  by  proliferation,  with  the  result  that  its  lumen  is  ulti- 
mately obliterated.  Frequently,  however,  the  vessel- wall  ruptures 
and  haemorrhage  takes  place  ;  or  as  a  result  of  the  destruction  of 
the  outer  coats,  the  inner  ones  protrude,  producing  hernial  anen- 
ryumB.  The  protruding  inner  walls  may  be  already  covered  by 
thrombi ;  or  the  vessel- wall  may  be  thickened  by  the  formation  of 
connective  tissue.  Hernial  aneurysms  either  rupture,  or  induce 
the  formation  of  new  connective  tissue  about  them,  and  in  this 
way  their  walls  are  strengthened. 

Traumatic  aneurysms  are  produced  by  the  action  of  mechani- 
cal violence  of  any  kind  upon  the  vessel,  in  consequence  of  which 
the  inner,  the  outer,  or  all  of  the  arterial  coats  may  be  torn  through. 
What  happens  in  the  first  instance  will  be  understood  from  what 
has  already  been  said.  When  the  vessel-walls  are  entirely  torn 
through,  and  the  blood  cannot  escape  to  the  exterior  or  into  some 
cavity  of  the  body,  a  blood-tumour  is  formed,  bounded  by  the 
surrounding  tissues:  this  is  an  arterial  haematoma.  In  the 
course  of  time  a  connective-tissue  sac  may  be  developed  round 
the  coagulated  mass  of  blood,  and  its  contents  undergo  con- 
traction.    If  through  the  original  point  of  rupture  in  the  vessel- 
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wall  blood  again  gains  access  to  the  sac,  a  spurioiui  aneurysm  is 
formed. 

When  an  artery  and  a  vein  are  wounded  simultaneously,  and  a 
communication  between  the  two  is  established  by  the  formation  of 
an  intermediate  haematoma,  a  traumatic  spurioiui  varicose  anen- 
rysm  is  the  result.  This  accident  may  happen  in  the  operation 
of  blood-letting  from  the  median  vein  of  the  arm,  in  which  the 
brachial  artery  is  sometimes  cut.  When  by  a  wound  direct  com- 
munication is  opened  between  an  artery  and  a  vein,  so  that  the 
arterial  blood  flows  into  the  vein  without  the  intervention  of  a 
sac,  and  the  vein  is  distended  under  the  arterial  blood-pressure, 
we  have  a  condition  that  is  termed  an  aneurysmal  variz. 


The  formation  kuown  as  racemose  or  anastomotio  aneurysm,  or  vascular 
arterial  tumour,  has  nothing  in  common  with  true  aneurysms.  It  is  rather  a 
pathological  multiplication  of  the  vessels  over  a  whole  arterial  region,  and  la 
probably  always  dependent  upon  some  local  congenital  anomaly  of  develop- 
ment. Convoluted  coils  and  plexuses  of  hypertrophic  and  dilated  arteries  are 
thus  formed,  and  the  condition  might  appropriately  be  described  as  a  racemose 
arterial  angioma. 

Aneurysms  are  sometimes  congenital  (Phanomknow:  Aneurysm  of  the 
abdomiual  aorta  Arch./.  Gyndk,  xvii  1881^,  and  in  infants  may  be  due  to  the 
presence  of  septic  thrombi  or  to  the  fact  tnat  the  ductus  arteriosus  exerts  an 
excessive  traction  on  the  wall  of  the  aorta  or  pulmonary  artery  (Thoma). 

Out  of  150  cases  of  arterio-venous  aneurysm  collected  by  Bramann,  wounds 
by  stabbing,  hacking,  or  cutting  were  given  as  the  cause  in  108,  gunshot  injuries 
in  29,  and  contusions  in  5.    In  9  cases  the  condition  arose  spontaneously. 
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CHAPTER  X 

MORBID  CHANGES  IN  THE  VEINS 

22.  It  may  be  stated  that  in  general  the  veins  are  subject  to 
the  same  morbid  changes  as  the  arteries,  though  many  pathological 
processes  affecting  them  are  less  markedly  characteristic  and  in- 
volve less  important  consequences  than  the  corresponding  lesions 
of  the  arteries. 

Fatty  degeneration  of  the  intima  and  media  follows  a  similar 
course  to  that  of  the  arteries,  and  gives  rise  to  the  appearance  of 
whitish  spots  on  the  venous  coats. 

Calcification  occurs  upon  the  whole  but  rarely,  and  is  seldom 
marked.  The  most  complete  examples  of  calcification  may  be 
found  in  veins  whose  walls  have  undergone  fibroid  degeneration. 

Fibroid  thickening  of  the  intima,  a  process  analogous  to  arte- 
riosclerosis, and  described  as  phlebosclerosis,  appears  both  in 
diffuse  and  in  circumscribed  forms,  particularly  in  the  veins  of 
the  lower  extremities.  The  affection  is  however  less  pronounced 
than  in  the  arteries,  and  its  effects  are  in  general  of  minor  im- 
portance. 

An  inflammatory  condition  of  the  veins  leading  to  the  forma- 
tion of  new  connective  tissue,  proliferous  or  hyperplastic  phle- 
bitiSyis  met  with  chiefly  after  venous  thrombosis,  or  as  a  consequence 
of  inflammatory  proliferation  of  neighbouring  parts:  it  begins  in 
the  first  case  as  a  thrombo-phlebitis ;  in  the  second,  as  a  peri- 
phlebitis. As  thrombosis  is  one  of  the  commonest  plastic  affec- 
tions of  the  veins,  thrombo-phlebitis  is  a  comparatively  frequent 
disorder.  It  occurs  often  in  the  veins  of  the  lower  extremities 
and  of  the  pelvis,  and  not  rarely  in  the  large  veins  of  the  trunk 
and  in  the  sinuses  of  the  dura  mater.  The  cellular  infiltration  and 
proliferation  of  the  vessel-walls,  and  the  gradual  replacement  of 
the  thrombus  by  fibrous  tissue,  take  place  in  the  same  manner  as 
in  proliferous  thrombo-arteritis. 

After  an  interval  of  some  months,  the  site  of  the  former 
thrombus  is  sometimes  indicated  only  by  thickening  of  the  intima 
and  by  a  few  fibrous  bands  traversing  the  lumen  of  the  vessel 
(Fig.  52  6  (?);  but  sometimes  the  vein  at  the  affected  spot  is  cica- 
tricially  contracted  (Fig.  62  a)  and  obliterated,  so  that  the  process 
might  be  described  as  phlebitis  obliterans.  Obliteration  takes 
place  not  only  in  small  but  also  in  large  veins,  such  as  the  femoral 


92  MORBID   CHANGES   IS   THE  VEINS  [CHAP.  X 

vein  and  the  inferior  vena  cava ;  and  the  vessel  may  thus,  for  a 
distAQce  of  several  centimetres,  be  converted  into  a  solid  fibrous 
cord. 

If  a  contracting  venous  thrombus  is  only  partially  replaced  by 
connective  tissue,  the  rest  of  it  becoming  calcified,  vein-stones  or 
phleboliths  are  formed. 

Prollferona  periphlebitis  developes  when  proliferation  takes 
place  in  the  tissues  contiguous  to  the  veins,  and  leads  in  the  first 
instance  to  a  thickening  of  the  adventitia 
only,  though  it  may  ultimately  extend  also 
to  the  inner  coats. 

Wounds  of  the  veins  heal  in  the  same 
manner  as  those  of  the  arteries. 

SapporatiTe  phlebitis  is  most  fre- 
quently associated  with  suppurative  and 
septic  inflammation  of  the  adjacent  tissues, 
and  is  thus  at  the  outset  a  periphlebitis. 
Purulent  infiltration  of  the  vessel-wall  may 
however  extend  to  the  inner  coats,  and  is 
then  indicated  by  their  yellowish-white  ap- 
pearance, or  in  putrid  infiammations  by 
their  dirty-grey  or  greyish-green  discolora- 
tion. Under  certain  conditions  infective 
inflammations  spread  for  a  considerable  dis- 
tance within  the  adventitia  of  the  veins, 
so  that  the  vessels  appear  as  if  sheathed  in 
reddened  and  infiltrated  tissue. 

If  pyogenic  bacteria  reach  a  venous 
thrombus,  septic  softening  is  set  up  within 
it,  and  at  the  same  time  degenerative 
changes,  necrosis,  and  inflammation  affect 
the  vessel-wall ;  the  result  is  thus  mppn- 
rative  thrombo-phlebitiB.  When  the 
veins  are  infected  in  this  manner,  the  path- 
ogenic bacteria  very  readily  reach  the 
blood. 

Tnbercnlotu  periphlebitis  and  phle- 
bitis arise  in  the  same  way  as  tuberculous 
arteritis  (Art.  20),  and  lead  to  cellular  infil- 
tration and  hyperplasia  of  the  venous  walls, 
which  afterwards  become  indurated  or  un- 
dergo caseous  degeneration.  The  process 
may  finally  extend  to  the  intima,  enabling 
the  tubercle-bacilli  to  enter  the  blood-cur- 
rent and  to  disseminate  the  tuberculosis  by  metastasis. 

Sypbllitic  periphlebitis  and  phlebitis  are  observed  most  fre- 
quently in  the  brandies  of  the  portal  vein,  and  in  the  umbilical 
vein  of  new-born  children  affect^  with  syphilis. 
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1  Phlebitit  and  P1deho»clero»it  (see  also  Art.  19). 
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23.  PUebectaMs  or 
Taricee  (Fig.  53)  are  dila- 
tatioDs  of  the  veins,  wliicli 
are  caused  chiefly  by  me- 
chanical interference  with 
the  outflow  of  blood  from 
them  :  the  impediment  may 
be  local  or  general  venous 
engoi^ement,  compression 
of  the  veins,  thrombosis, 
failure  of  the  heart,  or  the 
like.  Their  formation  is 
favoured  by  the  presence  of 
morbid  changes  in  the  ve- 
nous walls  and  the  tissues 
surrounding  them. 

In  many  cases  the  veins 
are  uniformly  dilated  in  a 
cylindrical  form,  or  show 
spindle  -  shaped  bulgings. 
Id  other  cases  the  dilated 
veins  are  coiled  in  a  tor- 
tuous or  serpentine  fashion 
(Fig.  53),  with  numerous 
lateral  pouches,  so  that  the 
several  convolutions  ulti- 
mately lie  close  one  to  an- 
other. 

Simple  stretching  of  the 
vessel-walls  under  the  inter- 
nal pressure  of  the  blood 
may  suffice  to  explain  the 
first  variety,  while  the  second 
implies  rather  some  abnor* 
mal  local  weakness  of  the 
venous  wall,  for  such  varices 
are   occaaiooally  found    in 


Fio.  53.    Varices  op 


94  MORBID   CHANGES   IN   THE  VEINS  [CHAP.  X 

places  where  engorgement  does  not  apparently  exist.  When  the 
veins  are  markedly  pouched  and  tortuous,  without  any  perceptible 
thinning  of  their  coats,  some  hyperplasia  of  the  venous  walls  must 
of  course  have  taken  place. 

If  the  walls  of  tortuous  veins  touch  each  other,  fusion  may 
occur  at  the  point  of  contact,  and  in  this  way  anastomosing  venous 
sinuses  are  formed.  The  result  is  a  kind  of  cavernous  tissue,  with 
wide  blood-spaces. 

Varices  occur  very  frequently  in  the  lower  extremities,  and 
form  beneath  the  skin  tangled  convolutions  consisting  of  serpen- 
tine and  saccular  blood-sinuses  (Fig.  63).  They  may  be  produced 
in  persons  obliged  to  sit  or  stand  for  a  long  time  together,  but 
they  arise  with  special  frequency  in  cases  of  long-continued 
interference  with  the  venous  circulation,  such  as  results  from 
the  pressure  of  the  pregnant  uterus  or  of  tumours  in  the  pelvis. 
They  are  also  frequent  in  the  pelvic  veins,  the  veins  of  the 
broad  uterine  ligament,  the  spermatic  cord  (varicocele),  the 
prostate,  the  bladder,  the  scrotum,  the  labium  pudendi,  and 
the  lower  portion  of  the  rectum.  The  veins  which  form  a 
plexus  around  the  rectum,  by  their  dilatation,  frequently  give 
rise  to  the  tuberous  or  grape-like  varicose  prominences  known 
as  haemorrhoids  or  piles. 

The  circulation  through  the  liver  is  sometimes  obstructed  by 
reason  of  morbid  processes  affecting  the  interlobular  connective 
tissue  (cirrhosis  of  the  liver).  As  a  result  we  find  engorgement 
and  dilatation  of  the  portal  veins,  and  of  the  oesophageal  and 
spermatic  veins  which  anastomose  with  them.  The  like  dilatation 
has  been  observed  in  the  persistent  channel  of  the  umbilical  vein 
in  the  round  ligament  of  the  liver  (Baumgarten),  and  in  the 
parumbilical  veins ;  in  this  case  the  communicating  veins  of  the 
round  and  suspensory  ligaments,  and  the  veins  of  the  anterior 
abdominal  wall,  may  also  be  dilated  and  tortuous,  leading  to  the 
formation  of  the  so-called  caput  medusae. 

Varices  not  infrequently  rupture  and  so  give  rise  to  haemor- 
rhage; this  is  especially  apt  to  happen  in  the  case  of  haemorrhoids, 
which  are  torn  and  bruised  by  the  passage  of  the  faeces.  Veins 
may  also  rupture  subcutaneously.  In  the  neighbourhood  of  the 
varices  oedema  and  inflammation  are  often  set  up,  and  lead  either 
to  suppuration  with  the  formation  of  abscesses  or  ulcers,  or  to 
overgrowth  of  connective  tissue.  The  former  is  most  common 
in  the  neighbourhood  of  haemorrhoids,  where  infection  is  apt  to 
occur;  the  latter  in  the  lower  extremities,  where  from  oedema 
and  fibrous  hyperplasia  thickening  and  induration  of  the  tissues 
is  a  frequent  result,  gi\'ing  rise  to  the  condition  described  as 
phlebectatic  elephantiasis  or  pachydermia.  In  the  affected 
parts  traumatic  injury  readily  induces  ulceration,  and  the  so-called 
varicose  ulcers  have  but  little  tendency  to  heal.  They  often 
extend  over  a  considerable  area,  and  the  floor  and  margins  tend 
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to  become  callous  and  indurated  from  the  formation  in  them  of 
dense  cicatricial  tissue. 

Thrombosis  in  dilated  veins  is  not  infrequently  associated  with 
proliferous  or  purulent  thrombo-phlebitis.  Calcification  of  the 
remains  of  the  coagulum  leads  to  the  formation  of  phleboliths. 

References  on  Varices. 
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CHAPTER  XI 

MORBID  CHANGES  IN  THE  LYMPH-VESSELS 

24.  The  morbid  changes  occurring  in  the  lymphatic  system 
do  not  admit  of  complete  treatment  apart  from  the  pathologi- 
cal anatomy  of  the  parenchyma  of  the  various  organs.  The 
lymphatics  have  their  ultimate  radicles  in  the  substance  of  the 
tissues,  and  the  first  part  of  their  course  is  formed  by  the  meshes 
and  clefts  into  which  the  lymph  derived  from  the  blood  is  poured. 
The  efferent  channels,  in  other  words  the  smallest  lymph- vessels, 
are  canals  devoid  of  special  walls,  and  marked  off  from  the  sur- 
rounding connective  tissue  only  by  a  layer  of  flat  endothelial  cells. 
Not  until  we  come  to  the  larger  lymphatics  do  we  find,  outside 
the  endothelium,  any  special  connective-tissue  wall. 

It  must  be  very  rare  for  demonstrable  changes  to  take  place 
in  these  minute  lymph-channels  without  simultaneous  disease  of 
the  tissues  that  enclose  them ;  they  and  the  tissues  are  in  too 
intimate  relation  for  one  to  suffer  without  the  other.  The  same 
holds  good  even  of  the  larger  lymphatics,  though  they  have  walls 
of  their  own  in  addition  to  their  endothelial  lining.  It  is  indeed 
only  the  largest  lymphatics  of  all  that  we  can  regard,  from  a 
pathological  point  of  view,  as  independent  structures. 

Inflammation  frequently  affects  the  lymph-vessels,  giving  rise 
to  the  affections  known  as  lymphangitiB  and  perilymphangitiB. 
It  is  generally  secondary  to  some  inflammation  of  the  tissues, 
the  lymph  from  the  inflamed  area  acting  as  an  irritant  to  the 
vessels  through  which  it  flows  and  to  the  tissues  that  imme- 
diately surround  them.  But  rarely  does  an  irritant  capable  of 
setting  up  inflammation  reach  the  lymphatics  from  any  other 
source  than  from  a  previously  inflamed  part.  The  secondary 
inflammation  may  extend  far  beyond  the  seat  of  the  primary 
affection ;  thus  it  may  spread  from  a  wound  in  the  hand  up  into 
the  lymphatics  and  glands  of  the  axilla.  During  life  the  affection 
is  indicated  by  the  presence  of  red  and  painful  streaks  extending 
from  the  initial  wound  to  the  nearest  lymph-glands. 

In  minor  degrees  of  lymphangitis  the  lymphatic  endothelium 
is  swollen,  its  nuclei  are  increased,  and  its  cells  in  part  undergo 
multiplication.  In  the  more  severe  inflammations  the  endothelial 
cells  are  cast  off  and  perish ;  while  at  the  same  time  the  lymph- 
vessels  contain  an  abnormal  number  of  lymphoid  elements,  and 
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not  infrequently  the  Ijrmph  is  fibrinous  and  coagulable.  In  puru- 
lent lymphangitis  the  lymph-vessels  may  be  distended  with  small 
collections  of  pus,  and  sometimes  assume  a  sacculated  or  monili- 
form  appearance.  The  tissue  surrounding  the  lymphatics,  as 
well  as  the  vessel-walls  themselves,  is  more  or  less  infiltrated 
with  leucocytes,  and  its  capillaries  are  markedly  distended  with 
blood.  In  long-continued  lymphangitis  the  lymph-vessels  contain 
epithelioid  and  multinuclear  cells  derived  from  the  endothelium. 

The  issue  of  Ijrmphangitis  is  either  complete  restoration  ad 
integrum  by  re-absorption  of  the  exudation  and  regeneration  of 
the  lost  endothelium,  necrosis  and  abscess  of  the  vessel  and  the 
tissue  surrounding  it,  or  lastly  fibrous  hyperplasia  and  induration 
of  both.  The  latter  occurs  in  chronic  inflammatory  conditions, 
and  may  lead  to  the  obliteration  of  tlie  lymphatic  vessel. 

Like  the  non-specific  inflammations,  the  specific  inflammations 
set  up  by  the  infective  granulomata  may  invade  the  lymphatic 
system.  The  lymphangitis  thus  induced  often  exhibits  no  special 
peculiarities ;  but  in  other  cases  the  specific  granulomatous  pro- 
liferation is  induced.  In  this  respect  tuberculosis  is  the  best 
example,  as  the  affection  leads  to  the  formation  of  characteristic 
nodes  within  the  lymph-channels. 

References  on  Lymphangitis, 
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25.  Inflammatory  processes  affecting  the  wall  of  a  lymphatic 
and  the  surrounding  tissue,  pressure  from  without,  the  irruption 
of  tumours  or  parasites  into  the  Ijrmph-channel,  and  other  like 
causes,  often  bring  about  occlnsion  of  the  vessel.  If  the  number 
of  lymphatics  thus  obliterated  is  not  great,  while  other  vessels 
remain  open  so  that  the  lymph  of  the  part  can  find  an  exit,  no 
further  change  is  usually  induced.  Even  the  thoracic  duct  may 
be  occluded  without  serious  danger,  for  other  collateral  paths  are 
opened  up.  But  if  the  efflux  oi  lymph  is  entirely  prevented,  as 
in  filarial  disease,  lymphatic  engorgement  ensues  and  the  vessels 
become  gradually  dilated,  forming  what  is  called  lymphangiec- 
tasis.  This  affection  may  also  develope  without  demonstrable 
impediment  to  the  outflow  of  lymph,  generally  as  a  result  of 
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repeated  attacks  of  local  hyperaemia  or  inflammation,  but  at  times 
also  without  any  such  cause  being  apparent. 

Lymphangiectasis  following  inflammation  is  observed  chiefly 
in  connexion  with  the  form  of  cutaneous  and  subcutaneous  hyper- 
plasia known  as  elephantiasis.  The  skin  is  thickened,  and  on 
section  allows  an  abundance  of  clear  lymph  to  escape  from  the 
dilated  l3rmphatics.  Sometimes  the  epidermis  is  raised  in  blisters 
by  the  accumulated  lymph. 

Dilated  chyliferous  lymphatics  are  very  often  met  with  in  the 
mesentery:  the  usual  cause  is  obstruction  due  to  inflammatory 
or  neoplastic  growths  seated  in  the  mesentery  or  thoracic  duct. 
Sometimes  the  obstruction  is  due  to  lymphatic  thrombosis.  The 
dilated  vessels  look  like  straight  cylindrical  ridges  or  convoluted 
saccular  or  moniliform  cords ;  their  contents  are  either  white  and 
limpid  or  pulpy  and  caseous. 

Ljrmphangiectasis,  not  associated  with  engorgement  or  inflam- 
mation, is  generally  congenital  or  depends  upon  congenital  de- 
fects. The  affection  known  as  lymphangiectatic  macroglossia 
and  macrocheHia,  a  peculiar  overgrowth  of  tongue  and  lips,  is 
due  essentially  to  dilatation  of  the  lymphatics  of  the  parts.  Lym- 
phangiectases  of  the  skin,  such  as  are  often  met  with  in  the 
inguinal  region,  scrotum,  labia  pudendi,  lower  limbs,  and  thorax, 
are  of  the  same  nature.  They  sometimes  take  the  form  of  diffuse 
thickenings  which  are  termed  lymphangiectatic  elephantiasis, 
or  of  circumscribed  tumour-like  swellings,  and  are  hence  classed 
with  the  tumours  as  lymphangiomata.  It  is  not  possible  to  draw 
a  sharp  line  between  the  swellings  of  this  nature  which  we  might 
fitly  call  tumours  and  the  others. 

In  addition  to  the  lymphatic  tumours  described  as  lymphangio- 
mata we  have  a  class  of  new-growths  specially  affecting  the  lym- 
phatic vessels,  and  known  as  endotheliomata.  They  have  been 
described  chiefly  as  tumours  of  the  serous  membranes,  of  the  pia 
and  dura  mater,  and  of  the  skin ;  and  are  either  flattened  and 
diffuse  or  rounded  and  circumscribed  swellings.  They  are  classed 
with  the  sarcomata,  and  are  characterised  by  endothelial  prolif- 
eration and  by  the  formation  of  peculiar  nests  and  clusters  of  cells 
lying  in  a  kind  of  fibrous  stroma.  Their  structure  thus  resembles 
in  many  points  that  of  carcinoma. 

When  tumours  break  into  the  lymphatic  channels  the  endo- 
thelial cells  may  take  part  in  the  neoplastic  proliferation,  and 
produce  connective  tissue.  It  is  doubtful  whether  they  have  the 
power  of  producing  cancer-cells.  According  to  the  prevailing 
opinion,  cancer-cells  are  produced  only  by  multiplication  of  cells 
of  a  similar  nature  that  have  reached  the  lymph-channels. 
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26.  The  splean  is  an  organ  which  plays  a  peculiar  and  impor- 
tant part  in  the  metabolism  of  the  blood ;  and  its  relation  to  the 
vital  functions  of  the  blood  accounts  in  some  measure  for  its 
anatomical  structure  and  for  its  special  relation  to  the  vascular 
mechanism.  The  characteristic  tissue  of  the  organ  is  the  red 
Bple«n-palp,  which  is  com- 
posed of  blood-vessels  and 
adenoid  tissue. 

The  spleen-pulp  (Fig. 
54)  consists  of  cellular  tis- 
sue, having  a  delicate  mem- 
branous reticular  stroma, 
which  is  strengthened  by 
stouter  fibrous  strands  or 
septa  originating  in  the 
capsule  or  in  the  connective 
tissue  about  the  hilum,  and 
traversed  by  delicate  arte- 
rioles (c)  and  by  wide  thin- 
walled  venous  capillaries 
or  venules  (a  a^).  The 
mode  of  communication  be- 
tween the  arteries  and  the 
veins  is  not  yet  finally  de- 
termined. Bannwarth 
is  of  opinion  that  the  arte- 
rial capillaries  empty  their 
blood  into  the  pulp,  and 
that  the  venous  capillaries 
take  up  their  blood  from  it. 
Others  maintain  that  there 
is  direct  communication  be- 
tween the  arterioles  and  the  venules,  but  the  walls  of  the  vessels 
are  said  to  be  not  continuous  but  perforated.  The  walls  of  the 
small  veins  (a  a,)  and  arterial  capillaries  (cr)  consist  of  a  some- 
what closer  stratum  of  the  reticulum  of  the  pulp,  and  of  an  endo- 
thelial lining  of  flattened  spindle-cells  (A),  the  nuclei  of  which 
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project  into  the  lumen  of  the  vessel.  The  pulp-tissue  lying 
between  the  vessels  contains  lymphoid  cells  and  larger  rounded 
colourless  cells  with  one  or  more  nuclei  (rf),  ordinary  red  cor- 
puscles, together  with  corpuscle-carrying  cells  («),  pigment- 
granule  cells,  and  free  yellowish  or  brownish  or  rust-coloured 
pigment. 

In  addition  to  the  pulp,  the  spleen  contains  lymphadenoid 
structures  known  as  malpighian  follicles  (or  corpuscles).  They 
form  whitish  granules  within  tlie  red  pulp,  and  are  developed  by 
a  partial  transformation  of  the  fibro-cellular  sheaths  of  the  arteries 
into  reticular  connective  tissue.  They  either  are  situated  at  the 
side  of  the  arteries  or  surround  them,  and  have  a  diameter  of  from 
0.2  to  0.8  mm.  They  contain  only  small  capillary  vessels  which 
enter  into  the  substance  of  the  pulp. 

The  external  form  of  the  spleen  is  somewhat  variable,  but  it 
is  generally  more  or  less  flattened  or  tongue-shaped.  It  is  often 
remarkably  lobulated,  or  at  least  deeply  indented.  One  or  more 
supernumerary  spleens  or  Bpleniculi,  from  the  size  of  a  bean  to 
that  of  a  hazel-nut,  are  occasionally  found  near  the  spleen.  Mis- 
placements of  the  spleen  are  common.  The  weight  of  the  normal 
organ  in  an  adult  varies  between  130  and  250  grammes. 

Complete  absence  of  the  spleen  is  very  rare,  but  does 
occur  in  persons  who  are  otherwise  perfectly  well-formed.  The 
malpighian  follicles  are  often  so  small  as  to  be  unrecognisable  by 
the  naked  eye,  or  seen  only  with  difi&culty. 

The  functions  of  the  spleen  are  as  yet  imperfectly  ascertained, 
though  it  is  perhaps  now  established  that  the  red  corpuscles  are 
broken  up  within  it.  The  corpuscles  pass  into  the  spleen-pulp 
and  are  disintegrated  within  its  cells,  haemosiderin  being  thus 
formed.  New  red  blood-corpuscles  are  probably  not  produced  in 
the  spleen,  but  colourless  cells  are  supplied  to  tne  blood  from  the 
malpighian  follicles. 

When  elsewhere  in  the  body  an  increased  destruction  of  red  and 
colourless  blood-corpuscles  takes  place,  the  products  of  disintegra- 
tion are  in  large  part  brought  to  the  spleen,  and  are  there  destroyed 
and  re-absorbed.  The  increased  amux  of  matters  in  process  of 
disintegration  is  usually  accompanied  by  congestive  hyperaemia 
of  the  spleen,  and  is  apt  to  produce  a  swelling  of  the  organ,  which 
has  been  described  as  a  spodogenons  splenic  tumour  (^<nroBo^ 
ashes).  When  the  material  so  brought  is  chiefly  composed  of 
dead  red  corpuscles  and  their  d(bri%^  the  number  of  splenic  cells 
containing  corpuscles  and  pigment  is  increased  ;  this  may  lead  to 
a  rust-coloured  pigmentation  of  the  organ,  from  an  increase  in  the 
number  of  cells  containing  granules  of  haemosiderin.  If  dying 
or  dead  leucocytes  reach  the  spleen,  they  also  are  taken  up  by  the 
cells  of  the  pulp  and  destroyed. 

Foreign  matters,  such  as  coal-dust,  circulating  in  the  blood, 
are  especially  apt  to  be  deposited  in  the  spleen-pidp,  where  they 
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lodge  chiefly  in  the  adventitial  sheaths  of  the  arteries.  If  a  folli- 
cle be  situated  at  the  side  of  a  vessel,  the  coal-dust  seems  to  be 
deposited  with  preference  on  the  opposite  side  (Arnold),  but 
the  deposit  may  completely  surround  the  arteriole.  When  an 
arteriole  traverses  the  centre  of  a  follicle,  the  pigment  is  gener- 
ally found  in  its  immediate  vicinity,  spreading  thence  into  the 
substance  of  the  follicle. 

References  on  the  Structure  and  Functions  of  the  Spleen. 
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27.  Simple  atrophy  of  the  spleen  occurs  chiefly  in  aged  or 
marasmic  patients.  The  organ  is  small,  the  capsule  wrinkled  and 
sometimes  thickened ;  the  pulp  seems  loose,  pale,  and  tough,  its 
cells  are  scanty,  the  vessels  are  imperfectly  filled  with  blood,  and 
the  trabeculae  appear  relatively  prominent. 

Amyloid  degeneration  appears  most  frequently  in  the  form 
of  the  so-called  sago  spleen,  in  which  the  amyloid  deposits  are 
found  chiefly  in  the  reticular  tissue  of  the  periarterial  malpighian 
follicles,  and  thence  extend  to  the  pulp  (Fig.  55  6).  The  spleen 
is  usually  somewhat  enlarged,  and  of  a  much  firmer  consistence 
than  normal.  In  the  brownish-red  or  greyish-red  pulp,  instead 
of  the  normal  whitish  follicles,  are  found  light-brown  hyaline 
translucent  masses,  resembling  grains  of  boiled  sago,  and  in  size 
considerably  larger  than  the  normal  follicles.  These  bodies  are 
composed  of  a  hyaline  substance  (Fig.  55  6),  within  which  usu- 
ally only  the  nuclei  of  the  connective  tissue  and  scattered  leu- 
cocytes are  still  to  be  seen.  When  the  degeneration  affects  the 
pulp  by  extension,  or  when  it  begins  therein,  the  resulting  degen- 
eration is  more  diffuse,  and  the  spleen  becomes  firmer  and  is  more 
uniformly  hyaline.  Its  resemblance  to  the  rind  of  boiled  bacon  has 
led  to  the  name  of  lardaceous  or  bacon  spleen  which  is  generally 
applied  to  it. 
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The  arteries  are  sometimes  free  from  tbe  amyloid  change  (a), 
but  sometimes  they  also  liave  undergone  degeneration.  In  amy- 
loid degeneration  of  the  pulp  the  walls  of  the  capillaries  and  of 
tbe  veins  are  markedly  degenerate  and  thickened. 

According  to  Stilling,  an  amyloid  spleen  may  contain,  in  the 
media  of  the  arteries  and  in  the  tissue  immediately  surrounding 
them,  as  well  as  in  the  trabeculae  of  tbe  reticulum,  hyaline 
masBM  that  do  not  give  the  chara4:teristic  amyloid  reaction  with 
iodine  Under  Ike  crnd'tions  to  tl  ose  nbich  cause  amyloid 
degeneration  a  hyaline  degeneration,  affecting  the  vessels  and 
the  reticulum  of  tl  e  follicles   i&  a  i  tt  ines  observed 

Rnptore  f  the  spleen  maj  take  [  lace  spontaneously  when  the 
organ  bee  mes  abnormally  enlarged       Traumatic  rupture  is  more 


common,  and  may  occur  in  a  healthy  spleen  or  in  one  which  has 
already  undergone  morbid  changes.  Ruptures  of  any  considerable 
size  are  followed  by  very  grave  haemorrhage.  If  the  haemorrhage 
be  stayed  by  the  formation  of  a  coagulum  filling  the  rent,  the 
wound  may  heal  as  in  other  organs,  the  clot  being  gradually 
absorbed  and  finally  replaced  by  a  scar.  The  same  procraa  takes 
place  in  other  wounds  of  the  spleen. 

'       '    B  hyperaemia  or  engorgement  of  the  spleen,  with 
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its  attendant  consequences,  follows  upon  such  disorders  of  the  cir- 
culation as  interfere  with  the  emptying  of  the  splenic  veins.  When 
the  hjrperaemia  is  recent,  the  spleen  is  increased  in  size,  filled 
with  blood,  and  of  a  dark  blackish-red  colour.  Its  veins  are  dis- 
tended., and  the  pulp  contains  more  than  the  normal  proportion  of 
red  blood-corpuscles.  When  engorgement  of  the  spleen  has  per- 
sisted for  some  time,  the  organ  is  usually  found  to  be  either 
normal  in  size  or  somewhat  enlarged :  it  is  rarely  smaller.  It  is 
commonly  more  cup-shaped  than  in  health,  and  its  edges  are  more 
rounded.  Its  firmness  and  toughness  are  always  increased,  and 
sometimes  it  is  almost  hard  (cyanotic  induration),  owing  to  the 
greater  density  of  the  pulp.  The  trabeculae  stand  out  sharply ; 
and  the  capsule  is  often  thickened.  The  chief  textural  alteration 
in  such  a  spleen  consists  in  the  increased  amount  of  fibrous  tissue 
it  contains,  the  increase  showing  itself  in  the  trabeculae  and  in 
the  walls  and  sheaths  of  the  vessels.  Occasionally  the  septal 
strands  of  the  reticulum  of  the  pulp  are  found  to  be  slightly 
thickened. 

ThrombosiB  of  the  splenic  veins  leads  to  notable  swelling 
of  the  spleen.  Through  the  calcification  of  thrombi  in  dilated 
branches  of  the  splenic  veins,  concretions  resembling  calcified 
panisites  (such  as  Pentastomd)  are  formed. 

Anaemia  of  the  spleen,  such  as  follows  from  great  haemor- 
rhage or  from  pressure  exerted  by  the  adjacent  organs,  manifests 
itself  by  the  very  pale  colour  of  the  pulp. 

ZSmbolic  infarction  of  the  spleen  is  usually  consequent  upon 
the  loosening  of  portions  of  cardiac  or  aortic  thrombi :  the  in- 
farcts are  generally  from  the  first  pale  and  anaemic ;  they  are  less 
frequently  haemorrhagic.  They  are  of  various  dimensions  ;  small 
ones  may  be  of  the  size  of  a  cherry,  larger  ones  may  extend  over 
as  much  as  half  or  more  or  even  over  the  whole  of  the  spleen. 

The  infarcts  that  are  usually  seen  at  post-mortem  examina- 
tions are  either  of  a  dirty-yellow  colour  throughout,  or  the  centre 
is  of  a  dull  or  greyish-yellow  or  reddish-brown  tint,  while  the 
margin  remains  dark. 

In  the  red  or  haemorrhagic  infarct  the  veins  and  capillaries,  as 
well  as  the  splenic  pulp,  are  fully  distended  with  blood.  The 
follicles  are  ii^ltrated  with  extravasated  blood  only  at  their  mar- 
gins, the  centres  being  usually  unaffected.  In  anaemic  infarcts 
the  red  corpuscles  are  in  part  disintegrated  into  granular  masses, 
and  in  part  deformed  and  decolorised.  The  nuclei  of  the  trabe- 
culae are  no  longer  visible,  the  trabeculae  themselves  being  swollen 
and  beset  with  oil-globules.  The  lymphoid  follicles  are  either 
necrotic,  or  in  process  of  breaking  up  into  granular  and  fatty 
detritus,  few  nuclei  being  visible.  At  a  later  stage  the  reticulum 
and  cells  are  alike  transformed  into  a  granular  mass — in  other 
words  the  entire  tissue  perishes  by  necrosis.  Traces  of  the 
normal  structure  remain  only  in  the  marginal  zone  of  the  infarct^ 
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in  which  staining-reagents  still  bring  out  the  nuclei  of  the  cells 
and  the  trabeculae. 

Inflammation  and  hyperplasia  of  the  surrounding  splenic  tissue 
follow  the  necrosis,  and  the  necrotic  mass  is  thus  by  degrees 
re-absorbed.  After  a  time  a  dense  shrunken  radiating  cicatrix  is 
formed  in  the  site  of  the  infarct ;  it  is  often  pigmented,  or  flecked 
with  shining  white  spots.  Large  infarcts  are  sometimes  imper- 
fectly re-absorbed,  so  that  the  cicatrix  encloses  a  necrotic  caseous 
patch. 

If  bacteria  reach  the  seat  of  infarction,  purulent  or  gangrenous 
inflammation  may  be  set  up  instead  of  the  changes  just  described. 

References  on  Engorgement  and  Infarction  of  the  Spleen. 

Billroth  :  Pathology  of  the  spleen  V*  A,  23  1862 

Bonne  :  Thrombose  der  Vena  liencUis  Gottingen  1884 

GuiLLEBEAU :  Histologie  d.  haemorrhag.  Infarkte  Berne  1880 

Hamilton  :  Infarction  Liverpool  ined.-chir,  Joum,  5  1883 

LiTTEN :  Infarcts  Z.  f,  klin,  med,  i 

NiKOLAiDEs:  Histology  of  the  engorged  spleen  V.  A.  82  1880 

Pilliet  :  Senile  changes  in  the  spleen  A.  de  med.  exp.  v  1893 

Sokoloff:  Venous  hyperaemia  V,  A,  112  1888 

Weioert:  Morbid  coagulative  processes  (infarction)  V.  A.  79  1880 

29.  Congestive  hyperaemia  occurs  most  frequently  as  a 
morbid  condition  in  those  infective  diseases  which  are  accom- 
panied by  contamination  of  the  blood  with  parasites  or  poisons. 
An  acute  enlargement  of  the  spleen  is  thus  produced,  the 
organ  often  reaching  a  considerable  size.  The  capillaries  and  the 
veins  undergo  a  marked  widening  of  their  lumen,  and  the  mass 
of  the  spleen-pulp  contains  more  blood-corpuscles  than  in  its  nor- 
mal condition.  The  pulp  is  stained  an  intense  red,  and  is  so  soft 
that  on  section  it  may  be  easily  scraped  away.  The  malpighian 
follicles  sometimes  stand  out  distinctly  as  wnite  nodules ;  some- 
times they  are  scarcely  recognisable  amid  the  swollen  pulp. 

The  congestive  hyperaemia  may  pass  away  rapidly,  but  it 
often  persists  for  some  time,  and  further  changes  are  set  up  in 
consequence.  This  is  especially  the  case  with  the  enlargement 
accompanying  typhoid  fever,  pyaemia,  relapsing  fever,  ague, 
acute  nephritis,  scarlatina,  and  anthrax.  When  the  enlargement 
has  existed  for  a  time  the  pulp  appears  no  longer  red,  but  greyish, 
or  pale  reddish-grey,  and  is  excessively  soft,  so  that  if  the  body 
be  not  entirely  fresh  the  pulp  will  be  almost  diffluent.  With  the 
paling  of  the  colour  the  volume  usually  increases,  reaching  some- 
times the  double  or  quadruple  of  its  normal  size.  In  extreme 
cases  the  swelling  may  lead  to  bursting  of  the  capsule,  and  thus 
to  rupture  of  the  splenic  tissue. 

Enlargements  of  the  spleen  which  are  characterised  by  a  grey- 
ish-red or  greyish-white  colour  of  the  pulp,  are  to  be  regarded  as 
due  to  inflammation,  and  the  process  is  called  splenitis.    In  red 
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spleens  also  histological  changes  are  often  found  that  show  the 
process  to  be  an  inflammatory  one  hjperaemia  haying  passed  into 
inflammation  In  severe  cases  the  splenic  capsule  is  sometimes 
involved  and  becomes  covered  with  flbrinous  or  fibnno-purulent 
or  purulent  exudations,  so  that  we  may  speak  of  the  condition 
as  peiiaplenitia. 

The  hyperaemia  and  inflammation  of  the  spleen  accompanying 
infective  diseaaei  are  caused  partly  by  the  micro  parasites  inter- 
cepted and  retained  within  the  splenic  tissue  partlj  by  the  toxic 
products  elaborated  by  them      Accordinglj  in  many  of  the  infec- 
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tions  (pyaemia,  typhoid  fever,  relapsing  fever,  anthrax,  diphthe- 
ria, malaria),  the  presence  of  such  parasites  is  demonstrable  in 
the  blood-vessels  (f'ig-  54),  in  the  pulp  (Fig.  5T),  or  in  the  folli- 
cles. When  excessive  destruction  of  the  blood  from  any  cause 
takes  pUce,  the  producta  of  disintegration  thus  formed  may  also 
be  deposited  in  the  spleen,  and  produce  "■  spodogenous '  enlarge- 
ment. 

The  micro-organisms  brought  to  the  spleen  and  the  special 
poisons  they  elaborate  not  rarely  give  rise  to  more  or  less  exten- 
sive iMCrosla  of  its  tissue,  affecting  the  follicles  or  the  pulp.  In 
pyaemio  infection  necroses  occur  in  the  neighbourhood  of  the 
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colonies  of  bacteria  developing  within  the  spleen  (Fig.  54^).  In 
diphtheria,  on  the  other  hand,  in  which  the  pulp  is  usually  only 
slightly  swollen  and  fairly  firm,  the  follicles  appear  prominent 
by  reason  of  their  size  and  their  dull  white  colour.  Necrosis 
of  numerous  lymphoid  cells  within  the  follicles  is  often  observed, 
their  nuclei  breaking  down  and  their  protoplasm  becoming  lique- 
fied to  such  an  extent  that  the  follicles  (Fig.  56)  consist  only 
of  nuclear  detritus  (a),  while  at  the  same  time  the  adenoid  reticu- 
lum is  reduced  to  a  network  of  swollen  cells  with  pale  nuclei. 

In  relapsing  fever  the  swollen  and  red  or  reddish-brown 
spleen  contains  areas  resembling  ischaemic  infarcts  (Art.  28), 
pale-yellow  necrotic  patches,  and  also  small  spots  of  necrosis 
limited  to  the  follicles,  within  which  (Nikiforoff)  the  cells  are 
dead  and  devoid  of  nuclei.  In  patients  who  have  died  during  an 
acute  exacerbation  of  relapsing  fever,  the  spleen  shows,  near  the 
patches  of  necrosis,  areas  in  which  some  only  of  the  cells  have 
lost  their  nuclei  (Fig.  57  c),  and  in  these  areas  can  be  seen  more 
or  less  numerous  groups  of  the  specific  spirilla  lying  free  (a)  or 
enclosed  within  nucleated  or  denucleated  cells. 

In  typhoid  fever  also  the  swollen  spleen  contains  large  pale- 
yellow  necrotic  masses,  resembling  anaemic  infarcts,  due  proba- 
bly not  to  any  direct  action  of  the  specific  bacteria,  but  to  disorder 
of  the  circulation  from  coagulative  changes  within  the  blood- 
vessels. It  is  very  probable  that  the  extensive  necrosis  met  with 
in  the  spleen  in  relapsing  fever  is  also  due  to  the  same  cause. 

Besides  the  above-named  degenerations  and  necroses,  which 
occur  only  in  certain  of  the  infections,  acutely-swollen  spleens 
show  a  more  or  less  marked  increase  of  the  cellular  elements  con- 
tained in  the  pulp  —  in  red  spleens  chiefly  of  the  red  blood-cor- 
puscles, in  pale  spleens  of  the  colourless  elements.  Among  the 
latter  occur  numerous  multinuclear  leucocytes.  At  times  fibrin- 
ous coagulation  takes  place,  especially  in  cases  associated  with 
necrosis.  Moreover,  according  to  the  nature  of  the  infection  and 
the  stage  the  disorder  has  reached,  we  may  find  disintegrated  and 
fatty  leucocytes  and  large  pulp-cells  containing  bacteria  or  other 
parasites  (such  as  the  Plasmodium  m^lariae)^  or  large  uninuclear 
cells  (Fig.  57/)  containing  red  corpuscles  (sometimes  as  many  as 
ten)  or  haemosiderin  derived  from  them,  together  with  leuco- 
cytes, whole  or  disintegrated.  All  these  cells  may  be  found 
within  the  dilated  blood-vessels,  or  in  the  pulp.  The  endothelium 
of  the  veins  may  also  be  swollen  or  in  part  desquamated,  and  so 
likewise  the  cells  of  the  pulp-reticulum.  Karyokinetic  figures  are 
seen  more  or  less  frequently  in  the  living  cells  both  of  the  follicles 
and  of  the  pulp. 

The  further  course  and  the  consequences  of  congestive  hyper- 
aemia  and  inflammation  of  the  spleen  differ  in  different  cases. 

As  the  general  disease  passes  away  the  infiltration  and  swelling 
of  the  spleen-pulp  usually  diminish.     The  red  and  white  blood- 
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cells  accumulated  in  the  pulp  are  gradually  passed  on  or  destroyed, 
and  the  spleen  recovers  its  aormal  size  and  appearance. 

In  other  cases  it  happens  that  after  inflammation  the  spleen 
remains  permanently  altered.  In  the  first  place  diffuse  or  circum- 
scribed thickenings  appear  on  the  capsule,  and  take  the  form  of 
flattened  lenticular  nodules  or  large  cicatricial  patches.  These 
appear  as  a  rule  when  the  spleen  has  been  covered  over  with 
a  Bbrinous  exudation,  the  absorption  of  which  has  taken  place 
but  slowly,  while  part  of  it  is  replaced  by  granulation-tissue. 
Adhasioiu  of  the  spleen  to  the  surrounding  structures  are  a 
common  result  of  the  process. 

The  inSammatoiT  cnanges  sometimes  result  in  more  or  leas 
extensive  atrophy  of  the  spleen,  the  pulp-tissue  decreasing  per- 
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ceptibly  in  bulk.  This  happens  chiefly  in  cases  accorapanied  by 
indurative  thickening  of  the  capsule,  which  hinders  the  expansion 
of  the  organ.  The  traheculae  are  sometimes  unchanged,  but 
occasionaily  they  too  are  thickened. 

Btlargament  with  Indniation  of  the  splenic  tissue  is  especially 
apt  to  follow  repeated  attacks  of  hyperaemia  and  inflammation,  aa 
iu  malarial  fever,  and  is  dependent  either  upon  an  actual  increase 
of  the  pulp-tissue  or  upon  the  formation  of  new  connective  tissue 
within  the  reticular  framework.  Deposits  of  haemosiderin  or  of 
malarial  pigment  may  lead  to  a  simultaneous  pigmentation  of  the 
spleen.  The  pigment  lies  in  the  free  cells  of  the  pulp,  in  the  con- 
nective-tissue odls  of  the  trabeculae,  or  in  the  vessel-walls. 
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Inflammation  may  also  end  in  Bupporation,  which  is  usually 
circumscribed^  and  leads  to  the  formation  of  a  splenic  abscess. 
In  some  cases  however,  the  foci  of  suppuration  are  scattered  so 
closely  throughout  the  entire  substance  of  the  organ  that  we 
might  fitly  describe  it  as  universal.  Small  abscesses  may  heal,  and 
be  replaced  by  connective  tissue  ;  large  ones  may  diminish  in  size 
by  the  absorption  of  the  pus,  their  cavities  being  closed  up  by 
granulations  and  cicatricial  tissue,  which  afterwards  undergo  cal- 
cification. The  splenic  abscess  often  breaks  through  the  capsule ; 
and  should  the  spleen  be  free  from  old  adhesions  the  pus  entering 
the  peritoneal  cavity  gives  rise  to  fatal  peritonitis.  If  adhesions 
to  contiguous  organs  have  been  previously  formed  the  abscess  may 
break  into  the  stomach,  intestine,  pleura,  or  lungs. 

References  on  Acute  Enlargement  of  the  Spleen  in  Infective  DiseaseB^ 

and  on  I^urulent  Splenitis, 

Bardach:  The  spleen  in  infective  diseases  Ann,  de  VInsL  PcuteurlBBS 

Besnier  :  Art.  Rate  in  Diet,  encyclop,  des  sciences  med. 

BiONAMi :  Chronic  malaria  Cent,/,  allg.  Path,  v.  (p.  356) 

Billroth  :  Normal  and  morbid  anatomy  of  the  spleen  V,A ,  23  1862 

BiRCH-HiRSCHFELD :  Acute  splenic  tumour  A,  d,  HeUk.  xiii  1872 

Ehrlich:  idem  Charite'-Ann,  ix  Berlin  1884 

Frankel:   Splenic  abscess  in  typhoid  Jahrb,  Hamburg.  Staatskrankenanstalt  i 

Leipzig  1891 
Friedreich:  Acute  splenic  tumour  Volkmann'^s  klin,  Fbr/rd^c  75  1874  • 
Gbrhardt:  Enlargement  of  the  spleen  in  pneumonia  Charite-Ann,  xiii  1888 
Hess  :  The  large  cells  in  acute  splenic  hyperplasia  Ziegler's  Beitrdge  vii  1890 
Klein  :  Trans,  Path,  Soc,  xxviii  London  1877 
Lancereaux  :  Gangrene  of  the  spleen  Gaz,  me'd,  de  Paris  1863 
Lt^BiMOFF:  Pathology  of  biliary  ^phoid  V,A,  98  1884 
Martinotti  and  Barbacci  :  Acute  splenic  tumour  in  infections  Cent,  f,  allg. 

Path,  1 1890 
Metschnikoff  :  Phagocytosis  in  relapsing  fever  V,A ,  109  1887 
Ml^LLER  :  Histology  of  acute  enlar^ment  of  spleen  Inaug.  Diss,  Freiburg  1890. 
NiKiFOROFF  :  The  spleen  in  relapsmg  fever  Ziegler's  Beitrdge  xii  1892 
PoNFiCK :  Studies  on  relapsing  fever  V,A.  60  1874 
80KOLOFF :  Pathology  of  acute  splenic  tumour  V\A,  66  1876 
80UDAKEWITSCH :  Researches  on  relapsing  fever  Ann.  de  VInst.  Pasteur  1891 
Weigert  :  Beitrdge  z,  Lehre  von  d.  Pocken  (necrosis  of  spleen)  11 1875 

80.  Persistent  or  progressive  splenic  enlargement,  due  to 
an  increase  of  the  essential  tissue  of  the  spleen,  must  be  regarded 
as  a  hyperplasia  of  the  organ.  It  occurs,  apart  from  inflamma- 
tory conditions,  as  a  definite  disease  associated  with  certain  mor- 
bid changes  in  the  blood,  which  manifest  themselves  either  by 
leukaemia  (Art.  2)  or  by  simple  anaemia.  The  former  com- 
bination is  called  leokaexnic,  and  the  latter  pBendo-leokaemic, 
hypdrplasia  of  the  spleen.  In  their  histological  structure  these 
two  forms  of  splenic  tumour  are  very  much  alike,  and  cannot 
be  distinguished  by  mere  examination  of  the  spleen,  without 
reference  to  the  condition  of  the  blood.  The  aetiology  of  the 
disease  is  unknown;  its  course  is  a  chronic  one,  though  acute  cases 
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are  recorded  in  which  death  took  place  in  a  short  time.  The 
change  in  the  spleen  is  in  some  instances  the  only  primary  oi^anic 
affection  present;  in  other  cases  it  is  combined  with  analogous 
changes  in  the  lymph-glands  (Art.  38)  and  in  the  bone-marrow 
(Art.  41).  The  morbid  hyperplasia  may  start  first  in  the  spleen, 
in  the  lymph-glands,  or  in  the  bone-marrow. 

The  hyperplasia  as  a  rule  extends  uniformly  over  the  entire 
spleen  ;  it  is  rarely  limited  to  isolated  patches.  So  far  as  is 
known  the  affection  commences  with  an  increase  of  the  entire 
mrenchyma,  the  constituent  elements  all  undergoing  hyperplaHia. 
The  tissue  is  bright-red  and  soft,  the  follicles  being  nowhere 
markedly  prominent.  In  a  much  rarer  form  of  the  affection 
the  malpighian  follicles  (Fig.  58  a)  first  become  hypertrophied, 
and  stand  out  as  greyish  nodules  or  as  white  lobulated  clusters 
or  headed  strings. 


Fta.  98.     HVTKRTBOrKT  OP  ' 

(From  d  ccMe  of  tpltno-lffmphatie  hukaemia  in  a  child:  natural  lim) 
a    wUW  lym^ioid  tolllcle  b    yellnirisb  lecbMinic  lotuct 

As  the  parenchyma  increases  in  size  the  originally  soft  tissue 
becomes  firmer,  and  at  the  same  time  paler.  The  follicles  are 
often  at  this  stage  but  slightly  enlarged,  but  they  sometimes 
become  hypertrophied  and  form  whitish  nodes  and  clusters  of  con- 
siderable size  (Fig.  58).  The  capsule  is  generally  somewhat 
thickened  and  beset  with  coarse  fibrous  patches  of  various  sizes, 
and  adhesions  are  often  formed  between  it  and  the  surrounding 
organs.  The  enlargement  thus  brought  about  may  be  verj'  con- 
siderable, the  weight  of  the  spleen  sometimes  reaching  three  or 
more  kilogrammes. 

In  the  earlier  stages  the  hyperplastic  enlargement  of  the  pulp 
and  follicles,  apart  from  the  amount  of  blood  that  may  he  present, 
ia  primarily  due  to  an  increase  in  the  number  of  the  constituent 
ceUs.     Later  on  the  connective  tissue  increases  in  amount,  and  so 
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leads  to  the  greater  consistence  of  the  organ.  When  the  follicles 
develope  into  nodes  of  any  size  they  compress  the  spleen-pulp 
more  or  less  between  them,  and  this  part  of  the  structure  oft^n 
becomes  atrophied  in  consequence.  It  is  then  found  to  contain 
fatty  degenerate  cells  and  pigment-granules  either  free  or  en- 
closed in  cells.  The  section  thus  assumes  a  peculiar  mottled  or 
marbled  appearance,  the  brown  and  yellow  pigmented  and  atro- 
phied pulp  alternating  with  greyish  and  yellowish  follicular 
nodules.  The  disorders  of  circulation  consequent  upon  these 
textural  alterations  often  lead  in  the  later  stages  to  the  formation 
of  haemorrhagic  infarcts  and  anaemic  necroses  (Fig.  58  6);  these, 
according  to  their  age,  appear  as  red,  brown,  or  yellow  and  clay- 
coloured  patches.  Haemorrhagic  and  anaemic  necroses,  after  re- 
absorption  has  taken  place,  sometimes  leave  behind  fibrous  and 
occasionally  pigmented  cicatrices.  In  hyperplastic  spleens  of  long 
standing  the  enlarged  follicles  have  to  a  great  extent  lost  their 
original  structure,  and  consist  of  tibro-cellular  tissue  with  no  trace 
of  the  original  reticulum.  The  pulp  also  becomes  in  places  more 
fibrous,  and  loses  much  of  its  characteristic  structure. 

A  second  form  of  splenic  hyperplasia  is  met  with  in  cases 
where  enlargement  of  the  spleen  accompanies  h3rpertrophic  or 
atrophic  cirrhosis  of  the  liver.  In  this  form  also  the  spleen  may 
attain  a  very  considerable  size,  so  that  its  weight  reaches  from 
500  to  1000  grammes  or  more.  Under  certain  conditions  it  may 
even  exceed  the  weight  of  the  liver. 

The  enlarged  spleen  in  cirrhosis  of  the  liver  is  similar  in 
appearance  to  the  leukaemic  and  the  pseudo-leukaemic  spleen, 
though  the  follicles  are  not  enlarged.  It  is  usually  regarded  as 
due  to  chronic  venous  engorgement  (Art.  28);  but  the  appear- 
ance of  the  pulp  is  against  this  view.  It  is  fairly  soft  in  consist- 
ence and  not  so  dark-red  as  in  the  hyperaemic  spleen,  and  the 
enlargement  may  be  very  considerable  even  when  there  is  no 
engorgement.  In  mo^rately-enlarged  spleens  the  pulp  is  rich  in 
red  and  colourless  corpuscles,  while  its  structure  is  not  materially 
altered.  Where  the  enlargement  is  extreme,  on  the  contrary,  the 
characteristic  structure  of  the  pulp  may  be  more  or  less  effaced 
and  the  reticular  tissue  in  part  replaced  by  large-celled  connective 
tissue  with  a  fibrillated  ground-substance.  It  is  somewhat  re- 
markable that  in  these  cases  the  spleen  contains  a  certain  number, 
sometimes  a  very  large  number,  of  fatty  degenerate  leucocytes. 

References  on  Splenic  Hyperplasia. 

Arnold:  Cell-division  in  splenic  hyperplasia  V,  A,  951884 
Banti  :  Enlarged  spleen  in  hepatic  cirrhosis  Lo  Sperimentale  1894 
BiRCH-HiRSCHFELD  :  GerhardVs  Handb.  d.  Kinderkr.  iii 
GowERS :  Trans,  Path,  Soc,  xxix  London  1878 
Lanohans  :  Malignant  lymphosarcoma  V,  A.b\  1872 
MosLER :  Path,  and  Therap,  der  LeukQmie  Berlin  1872 
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Trousseau:  Adenia  Clinique  mAl.  iti 

ViRCHow :   V.A.6 18S3,  and  Geiamm.  AUandl.  1856 

Wbstphai.:  Pseudo-leukaemia  D.  A./.  tUin.  Med.  li  1893  (vith  references) 

31.  Tnbercles  are  very  frequently  found  in  the  spleen.  In 
acute  genera!  tuljerculosis,  miliary  tubercles  are  nearly  always 
present  both  in  the  parenchyma  and  in  the  capsule.  In  chronic 
tuberculosis  the  disease  when  it  affects  the  spleen  gives  rise  to 
caseous  nodes  of  various  sizes  (Fig.  59  a),  whose  centres  gener- 
ally soften  and  break  down.  The  tubercles  are  situated  in  the 
malpighian  follicles,  in  the  arterial  sheaths,  and  in  the  pulp. 

In  leprosy,  aggregations  of  cells  containing  bacilli  make  their 
kppeaiance  in  the  spleen. 


Chhohic  t 

(Frvm  a  child:  natural lize) 
a    lacgs  csseoua  nodoa 

Qnmmata  rarely  develope  in  the  spleen,  though  they  are  some- 
times  met  with  both  in  congenital  and  in  acquired  syphilis.  They 
may  be  single  or  multiple,  forming  grey  translucent  nodes,  which 
in  later  stages  become  yellow  and  opaque  with  a  greyish-white 
translucent  periphery. 

Syphilis  may  also  manifest  itself  by  a  general  hyperplastic 
enlai^ment  of  the  spleen,  which  is  observed  mainly  in  the  con- 
genital form  of  the  disease  ;  in  some  cases  the  pulp-cells,  in  others 
the  fibrous  constituents,  take  the  chief  part  in  the  overgrowth. 
While  the  spleen  of  a  new-born  infant  weighs  about  9  grammes 
or  0'3  per  cent,  of  the  body-weight,  in  syphilitic  infants  the 
averse  weight  of  the  spleen  is,  according  to  Birch-Hi  bschfeld, 
14  grammeB  or  0-7  per  cent,  of  the  body-weight,  and  it  may  be  as 
great  as  100  grammes  (Zieglbr). 

Actinonyoaiis  of  the  spleen  leads  to  purulent  inflammation. 
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References  on  Syphilis  of  the  Spleen. 

Barenspruno  :  Die  hereditdre  Syphilis  Berlin  1864 

Baumgarten  :  Miliary  guminata  in  the  spleen  V.  A.97  1884 

Beer  :  Die  Eingeweidespphilis  Tubingen  1884 

BiRCH-HiRSCHFELD :  A.  d.  Heilk,  1875,  Gerhardfs  Handb.  d.  Kinderkrankh,  lY 

Gold  :    Vierteljahresschr,  f.  Derm,  u,  Syph,  1880 

Lang  :   Varies,  fiber  Syphilis  u  Wiesbaden  1885 

ViRCHOW :  Die  krankh.  GeschwUlste 

Wagner  :  Syphiloma  A,  d,  Heilk.  iv  1863 

Weil:  D.  A.f.  klin,  Med.  xiii  1874 

32.  Prixnary  neoplasms  of  the  spleen  are  very  rare. 
Fibroma,  sarcoma,  angioma,  and  lymphangioma  have  been  met 
with.  Langhans  has  described  a  case  of  pulsating  cavernous 
angioma  of  the  spleen,  with  metastases  in  the  liver.  The  new- 
growth  occupied  nine-tenths  of  the  already  greatly-enlarged  bulk 
of  the  spleen. 

Cysts  containing  serous  liquid  may  occur  in  the  splenic  cap- 
sule ;  they  are  produced  by  the  abstriction  of  portions  of  the  peri- 
toneal endothelium  (Rexngli).    They  are  however  very  rare. 

Metastatic  growths,  especially  of  carcinoma  and  sarcoma, 
are  more  common  than  the  primary  forms.  They  usually  take 
the  shape  of  rounded  nodules. 

Pentastoma,  Echinococcus  (hydatids),  and  Cysticercus  are  met 
with  as  animal  parasites  of  the  spleen. 

References  on  Tumours  of  the  Spleen. 

Barbacci  :  Lymphangioma  Lo  Sperimentale  1891 

Eilelt:  Prag.  Vierteljahrsschrift  7Q  10B2 

Fink  :  Fibroma  and  lymphangioma  Prag.  Z.f.  Heilk.  vi  1885 

Langhans:  Cavernous  tumour  V.  A.  75  1879 

Martin  :   Cavernous  tumours  and  sarcoma  of  the  spleen  in  the  horse  Jahresber. 

d.  K.  Thierarzneischule  Munich  1882-83 
Renogli  :  Multiple  cysts  of  the  spleen  Inaug.  Diss.  ZUrich  1894 
Scheffer:  Jahrb.f.  Kinderheilk.  xv  1880 
Spillmann  :  Cystic  haematoma  A.  de  phyaiol.  1876 
Weichsblbaum  :  Sarcoma  and  lymphoma  V.  A.  85  1884 
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CHAPTER  XIII 


MORBID  CHANGES  IN  THE  LYMPH-GLANDS 

S3.  The  lymph-glands  are  structures  of  peculiar  formation 
intercalated  in  the  course  of  the  lymphatic  vessels:  they  consist  on 
the  one  hand  of  the  lymph-paths  or  sinuses  communicating  with 
the  lymphatics  (Fig.  61  b  and  Fig.  62  b  c),  on  the  other  of  the 
lymphatic  follicles  (Fig.  61  a  and  Fig.  64  a)  and  the  inter- 
follicular  septa.  The  supporting  framework  of  both  sets  of 
structures  is  a  reticular  connective  tissue,  whose  trabeculae  con- 
tain nuclei  at  their  intersections  and  are  covered  with  a  layer  of 
endothelium,  and  whose  meshes  enclose  free  lymphoid  cells.  In 
the  lymphatic  follicles  a  central  region  can  be  distinguished,  the 
cells  of  which  are  somewhat  larger  and  stain  less  readily  than  the 
lymphocytes  of  the  peripheral  zone.  Among  the  larger  cells  a 
number  always  contain  nuclei  in  process  of  division,  so  that  this 
region  is  to  be  regarded  as  the  germinal  centre  (Fig.  64  a)  of  the 
lymph-gland,  from  which  new  cells  are  continually  being  produced 
and  supplied  to  the  lymph  flowing  through  the  gland.  The  deli- 
cate reticular  framework  is  supported  by  a  many-layered  fibrillar 
capsule  ;  from  this  trabecular  septa  extend  into  the  interior  and- 
unite  at  the  hilum  of  the  gland,  thus  dividing  the  parenchyma 
into  separate  segments  or  loculi. 

Simple  atrophy  of  the  lymph-glands  is  to  some  extent  a 
normal  accompaniment  of  advanced  age,  when  the  lymph-glands 
and  the  lymphadenoid  follicles  of  the  mucous  membranes  tend 
to  become  smaller.  When  this  shrinkage  takes  place  early  in 
life,  or  in  an  aged  person  to  an  unusual  degree,  it  must  be  regarded 
as  pathologicad. 

The  lymphoid  elements,  especially  those  in  the  centre  of  the 
gland,  are  first  and  most  markedly  affected.  They  may  entirely 
disappear,  the  remaining  connective  tissue  being  changed  into 
adipose  tissue,  beginning  at  the  hilum.  This  change  is  most 
frequently  observed  in  the  mesenteric  glands. 

Atrophied  l3nnph-glands,  when  they  are  not  pigmented,  have 
a  light-grey  tint  and  are  usually  firmer  than  normal ;  when  they 
become  fatty  they  exhibit  the  characteristic  appearance  of  adi- 
pose tissue. 

Amyloid  degeneration  of  the  lymph-glands  usually  accom- 
panies amyloid  disease  of  other  organs ;  it  is  rarely  met  with  by 
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Fio.  60. 


itself.  When  the  glands  alone  are  affected  the  change  is  nearly 
always  due  to  some  chronic  tuberculous  suppuration  within  the 
territory  whence  their  l3nnph-8upply  is  drawn ;  at  times  the 
glands  themselves  are  also  beset  with  tubercles.  If  the  amyloid 
change  is  at  all  advanced  it  is  often  distinguishable  by  the  dull 
greyish  tint  and  firm  consistence  of  the  glands  on  section ;  to 
make  certain,  however,  we  must  employ  the  iodine  or  methyl- 
violet  reaction,  or  examine  the  glands  microscopically.     At  times 

the  lymph-sinuses  are  chiefly 
affected  ;  in  other  cases,  and 
this  occurs  more  frequently, 
the  follicles  and  the  septa. 

The  process  of  degenera- 
tion begins  with  a  hyaline 
thickening  of  the  reticular 
trabeculae  (Fig.  60  a).  Then 
the  thickened  trabeculae  be- 
come nodulated  (6)  and 
finally  by  coalescence  form 
continuous  homogeneous 
blocks  or  flakes.  The  nuclei 
of  the  reticulum  (c  d)  often 
remain  unaltered  for  an  as- 
tonishingly long  time,  but 
ultimately  they  disappear. 
The  lymphoid  elements  di- 
minish in  proportion  as  the 
reticulum  thickens,  and  may 
here  and  there  disappear 
entirely. 

Hyaline  degeneration 
occurs  within  the  lymph-glands,  especially  affecting  the  walls  of 
the  blood-vessels  (Fig.  35).  Other  portions  of  the  gland  may 
also  be  converted  into  hyaline  masses.  The  caseation  of  tuber- 
culous lymph-glands  is  sometimes  preceded  by  a  homogeneous 
degeneration  of  their  cells. 

Reference9  on  Degeneration  of  the  Lymph-glands, 

Baumoartex  :  Tuberculosis  Z.  f.  klin.  Med.  ix 
Billroth  :  PathoL-  Histologie  Berlin  1858 

Flemmixg:  On  regeneration  of  tissues  A.f.  mikrosk.  Anat.  xxiv  1884 
Hoyer:  Researches  on  lymph-glands  A./,  mikrosk.  Anat.  xxxiv  1890 
KoEPPE :  The  lymph  in  its  relation  to  the  development  of  cells  in  the  lymph- 
glands  A.  f.  Anat.  supplement  1890 
Lionvillb:  Mediastinal  adenopathy  in  the  aged  A.  de physicl.  1869 
Ranvier:  Trait e  d* histologic  Paris  1875-88 

Vallat:  Hyaline  degeneration  in  tubercle  and  gumma  V.  A.  89  1882 
Wieoer:  Efyaline  degeneration  in  the  lymph-glands  V.  A.  78  1879 


Amyloid  swelling  of  the  adenoid 
reticulum. 
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34.  Minutely-divided  foreign  Bnbetances  that  have  gained 
access  to  the  lymphatic  vessels  are  intercepted  and  retained  for 
a  longer  or  shorter  time  in  the  glands.  Dead  cells  thus  hrougbt 
to  the  lymph-glands  are  there  disintegrated.  Thus,  during  the 
re-absorption  of  extravasated  blood,  the  detritus  of  the  red  blood- 
corpuBclea  is  conveyed  to  the  lymph-glands  and  there  accumu- 
lates, enclosed  within  the  carrier-cells. 

At  first  the  pigment-carrying  cells  are  met  with  mainly  in  the 
lymph-sinuses  (Vig,  61  J),  but  ^terwarde  they  enter  the  follicles 
(a)  and  the  reticular  mesh-work.  If  they  are  numerous  the  lymph- 
gland  will  present  a  dark  brownish-red  or  rust-coloured  appearance, 
not  unlike  that  of  the  reddish-brown  spleen-pulp. 

Other  substances  may  in  like  manner  be  retained  in  the 
glands,  and  if  they  have  any  colour  of  their  own  the  gland  of 
course  becomes  pigmented.  The  most  familiar  instance  of  this 
is  the  grey  or  black  pigmentation  of  the  bronchial  glands  at 


Fio.  61.    Deposit 
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:,  and  mounted  in  Canada 
a  septtun         c    pigment-granule  cell 


the  hilum  of  the  lung.  In  persons  who  have  had  their  skins 
tattooed  the  glands  which  receive  the  corresponding  lymphatics 
are  often  found  after  a  time  to  contain  some  of  the  insoluble 
pigment.  After  inflammation  of  the  skin  its  pigment  may  be 
carried  to  the  lymph-glands. 

The  conseqnences  of  this  deposit  of  inert  foreign  matters  in 
the  glands  depend  on  their  amount  and  on  their  physico-chemical 
nature.  Many  substances,  such  as  calcium  carbonate,  are  dis- 
solved ;  others,  like  charcoal  or  cinnabar,  remain  and  lead  to 
permanent  pigmentation.  They  lie  enclosed  in  lymphoid  cells 
(Fig.  62  c)  or  lodged  in  the  cells  of  the  reticulum  or  the  trabec- 
ulae.  If  tbe  amount  present  is  small  the  changes  induced  are 
trifling;    larger  amounts   lead  to   shrinking   and   induration  of 
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the  gland.  The  lymphoid  elements  dwindle  and  disappear,  while 
the  meshes  of  the  reticulum  become  tilled  with  pigment-carrying 
cells  (Fig.  62  e  and  e")  and  free  pigment.  The  reticulum  may  be 
unaltered,  or  in  part  hyper- 
plastic (a),  in  which  case  it  ia 
made  up  of  large  branching 
and  anastomosing  cells.  Dense 
fibrillar  connective  tissue  (h~) 
is  often  formed  in  places,  and 
this  too  contains  pigment. 

When  insoluble  dust  ia 
carried  to  the  gland  in  great 
abundance,  BOftoning  as  well 
as  inflammation  and  hyper- 
plasia  of  the  aurrounding 
structures  may  take  place. 
This  sometimes  gives  rise  to 
adhesions  of  the  gland  to  the 
parts  in  its  immediate  neigh- 
bourhood, and  not  infre- 
.     .     .  .      ,  .  ,       .    .    quently  results  in  ulceration 

{Prtparatioii   hardtned   in  alcohol,  tiamed  ^t  ^i.    ''  j'  j.   ,.■ 

Kith   carmine,  and  mounltd  in  Canada  of  the  adjacent   tissues. 
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living  micTo-organisma  as 
may  reach  the  glands.  They  usually  set  up  more  or  less  intense 
inflammation,  and  not  infrequently  lead  to  active  proliferation 
and  hyperplasia. 

References  on  the  Depoittion  of  Foreign  Sui»tance»  in  the  Lym^h- 
glands. 

Abkold:  Slaubinhalaiion  and  Staubmelaitate  Leipzig  18B5 

nE  FiLiPPi :  '  Ferratio  '  Ziegler'i  Beitriigc  xvi  1S94 

Gabbi  :  Normal  haematolyais  Ziegler'i  Beiti-dge  xiv  1893 

Groiie  :  Melanaemia  V.  A.  20  1861 

HiNDKNLANO  :  Piemeutation  of  lymph-Klanda  in  purpura  V.  A.  79  1880 

Oekonomideb  :  Chronic  affectioDB  ol  the  bronchial  glands  Inaug.  Di$i,  Basle 

1882 
Ohth  :  The  Ijmph-glands  in  resorption  of  extrav^aated  blood  V.  A.55  1872 
RiEHL:  Pigmentation  of  lymph-glands  in  Addison's  disease  Z.f.  tlin.  Afed.  X 
ScKMORL :   Transport  of  pigment  from  the  skin  CenLf.  alia.  Path,  iv  1893 
VlBCBOW :  Cellularpalholagie  4th  edition  (p.  2'J4)  Berlin  1871 
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35.  Inflammation  of  lymph-glands  or  lymphadenltiB  ia 
usually  of  lymphogenous  origin,  but  it  may  also  be  set  up  by 
irritants  brought  to  the  glands  by  way  of  the  blood.  The  mc»t 
frequent  causes  of  the  inflammation  are  bacteria,  or  the  chemicaUy- 
active  poisons  or  '  toxins '  produced  by  them. 
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The  chief  symptom  of  acute  inflammation  is  swelling  of  the 
gland  (in  tlie  inguinal  region  the  swelling  is  called  a  babo). 
This  is  primarily  due  to  excessive  dilatation  of  the  blood-vessels 
of  the  gland,  and  is  afterwards  increased  by  the  accumulation  of 
inflammatorv  exudations  in  the  gland-tissue.  The  appearance  of 
the  inflamed  gland  varies  with  the  intensity  of  tlie  hyperaemia 
and  the  condition  of  its  parenchyma;  its  colour  is  sometimes  grey- 
ish-red to  dark-red,  BomotimeB  light-grey  or  greyish-white  :  in 
consistence  the  tissue  is  usually  soft  and  moist.  In  severe  cases  of 
longer  duration  patches  of  necrosis  appear,  which  are  small  (as  in 
diphtheria)   or  large   (as  in  typhoid  fever),   and  have  a  turbid 
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greyish-white  tint.  In  other  instances  yellowish-white  foci  of 
liquefaction  and  suppuration  are  visible  (as  in  pyaemia  or  syphi- 
litic chancre).  The  circumglandular  tissue  is  usually  also  in- 
flamed, oedematous,  or  infiltrated  with  purulent  or  fibrino-puru- 
lent  or  haemorrhagic  exudations. 

The  irritant  which  gives  rise  to  lymphadenitis  may  lead  to 
primary  necrosis  or  at  least  to  degeneration  of  the  tissue  of  the 
gland.  Thus  in  septic  suppuration.more  or  less  extensive  necrosis 
occurs  in  the  neighBourhood  of  the  bacterial  colonies.  In  diphthe- 
ria we  find  in  the  germinal  centres  of  the  lymph-follicles  necrotic 
foci  simitar  to  those  already  figured  and  described  in  the  case  of 
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the  follicles  of  the  spleen  (Fig.  56).  Withiii  these  areas  the  nu- 
clei of  the  lymphocytes  and  of  the  reticulum  are  disintegrated  or 
deprived  of  their  chromatin,  the  reticulum  itself  is  replaced  by 
peculiar  formations' that  appear  granular  or  homogeneous  accord- 
ing to  the  method  of  preparing  the  tissue  for  examination.  In 
diphtheria,  such  changes  take  place  chiefly  in  the  tonsils  and  fol- 
licular glands  of  the  pharynx,  and  in  the  lymph-glands  correspond- 
ing to  the  area  of  mucous  membrane  innamed ;  but  they  are  not 
alraent  in  other  aggregations  of  lymphadeuoid  tissue,  such  as  the 
mesenteric  glands  and  the  agminate  and  solitary  follicles  of  the 


(Red  and  imotlen  eervifMl  gland  from  a  child  who  luffered  from  laryngilit  and  trathe- 
itii  due  (0  diphtherial  croup  .■  preparation  hardened  in  MUUer'n  fiaid,  ttaintd  Kith 
hatmaloiglin  and  eotia,  and  —  - —'  --  " '-  '-' ■   ■- ''~" 


a    Irmph-tolllcle  with  well-marked  ger- 


n  Canada  balsam 

b  c  If  mph-channel*  with  flbiino-baeinar- 

rhafic  emdstlon 
d    dUtended  blood-veBsel 


intestine.  Similar  but  less  pronounced  changes  are  occasionally 
met  with  in  connexion  with  other  varieties  of  acute  lymphadenitis, 
as  for  instance  in  the  mesenteric  glands  after  acute  intestinal  in- 
flammation. In  other  cases  again  conditions  of  fatty  degenera- 
tion are  observed,  partly  in  the  cells  of  the  follicles  and  septa,  and 
partly  in  the  cells  of  the  lymph-cliannels. 

The  exudation  is  at  the  outset  composed  chiefly  of  liquid,  which 
is  poured  into  the  lymph-channels  and  often  flushes  them  out  to 
such  an  extent  (Fig.  63  i)  that  they  become  at  first  almost  devoid 
of  cellular  elements.     This  often  leads  to  desquamation  of  the 
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endothelium  of  the  lymph-channels,  which  then  contain  large 
cast-ofF  cells  (Fi^.  63  <f),  and  they  may  thus  be  said  to  be  in  a 
condition  of  desqaamatlTe  catazrh. 

Jn  more  intense  inflammation  the  exudation  assumes  a  fibrin- 
ous, tibrino-haemorrhagic,  or  purely  haemorrhagic  character.  The 
admixture  of  a  few  red  blood-corpuscles  with  the  contents  of  the 
lymph-channels  is  very  common  both  in  the  catarrhal  form  and  in 
ordinary  inflammatory  swelling.  The  fibrinous  exudation  appears 
most  frequently  in  tlie  lymph-channels  (Fig.  64  b  c).  These  may 
be  in  parts  markedly  distended,  and  contain  a  loose  fibrinous 
mesh-work  enclosing  leucocytes  and  red  blood-corpuscles.  In 
diphtheria  the  lymphadenoid  follicles  of  the  tonsils,  the  follicular 
glands  of  the  tongue,  and  the  cervical  lymph-glands,  are  the  chief 
Beats  of  the  fibrinous  exudation  ;  and  they  are  sometimes,  whether 
they  are  necrotic  or  other- 
wise unaffected,  permeated 
by  a  close  mesh-work  ot* 
fibrinous  filaments  (Fig. 
Wa). 

Fibrinous  exudations  in 
the  glands  occur  mainly  iik 
connexion  with  croupous 
inflammations  (such  as 
diphtheria  or  pneumonia) 
of  the  corresponding  mu- 
cous membranes,  and  with 
typhoid  fever ;  the  necrotic 
foci  which  in  typhoid  are 
formed  in  the  mesenteric 
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When  inflammation  leads  to  Bttppttration  a  large  number  of 
multinuclear  leucocytes  are  collected  in  the  lymph-glands,  and 
abscesses  are  formed.  These  cause  a  larger  or  smaller  portion 
of  the  gland  to  undergo  liquefaction  and  disintegration,  and  not 
infrequently  extend  to  tlie  adjacent  parts,  giving  rise  to  purulent 


The  process  of  resolation  after  inflammation  consists  chiefly 
in  the  removd  of  the  exudation,  the  fibrin  and  cells  it  contains 
being  disintegrated  and  liquefied  :  the  cells  frequently  show  signs 
of  swelling  and  fatty  degeneration  before  they  disappear.  The 
debris  of  the  exudation,  and  in  particular  of  the  red  blood- 
corpiucles,  is  largely  taken  up  by  the  surviving  proliferous 
celU. 

Signs  of  proliferation  are  soon  visible  both  in  the  free  and  in 
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the  fixed  cehs.  Dot  only  within  the  lymph-follicles,  but  also  in 
the  gland-tissue  generally.     It  is  not  Known  to  what  extent  this 

firocess  is  capable  of  replacing  tissue  that  has  perished  by  normal 
ymphadenoid  tissue.  When  a  gland  encloses  large  necrotic  foci 
or  abscesses,  hyperplastic  inflammation  goes  on  for  a  long  time 
in  the  adjacent  tissue.  This  chronic  indnratlTc  lymphadenitia 
leads  to  the  formation  of  ordinary  granulative  or  cicatricial  tissue. 
which  gradually  fills  the  place  of  tlie  abscess  or  necrotic  patch,  and 
in  this  way  repair  is  effected  a  scar  being  formed  in  the  site  of 
the  tissue  that  has  been  1  st  When  the  necrot  c  or  suppurating 
parts  are  too  large  to  be  completely  absorbed  thej  are  converted 
into  a  dry  mass  which  undeigoes  calcification    and  the  lymph- 


FlO.  6ti.      FlBHOUB 

(Preparation  hanlenni  in  alcohol,  slaii^d  viilh  haeniatarylin, 
baUam) 
a    thickened  cBpflule 


UHled  in  Canada 


glands  then  enclose  calcareous  foci  surrounded  by  connective 
tissue,  or  are  entirely  converted  into  aggregations  of  calcareous 
nodules. 

Chronic  Inflaminatioiifl  of  the  lymph-glands,  other  than  those 
due  to  tlie  presence  of  suppurating  or  necrotic  foci  or  to  specific 
causes  such  as  tuberculosis  and  syphilis,  are  most  frequently 
induced  by  long-continued  inhalation  of  dust  (Art.  34,  Fig,  62). 
Chronic  inflammation  in  the  tissues  from  which  the  lymph-glands 
derive  their  lymph,  such  as  the  skin  or  intestine,  may  however 

five  rise  to  persistent  irritation  in  the  glands  and  induce  chronio 
yperplasia  of  their  structure.  In  such  cases  the  glands  are  usually 
but  little  altered,  if  at  all ;  the  only  perceptible  change  consisting 
in  the  excessive  number  of  cells  they  contain  (so-called  hyper- 
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trophy).  It  may  however  happen,  as  in  the  ease  of  glandular 
hyperplasia  from  the  irritation  of  dust,  that  the  connective-tissue 
elements  undergo  proliferation,  and  this  leads  to  fibroid  induration 
of  the  substance  of  the  gland  (Fig.  66  a  6). 
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36.  Taberculons  lyxnphadenitiB,  often  called  scrofulous  lym- 
phadenitis, is  usually  caused  by  the  invasion  of  tubercle-bacilli  car- 
ried by  the  lymph,  more  rarely  by  infection  from  the  blood.  When 
the  disease  is  lymphogenous  the  organs  from  which  the  infected 
IjTnph  comes  are  as  a  rule  tuberculous.  The  point  of  entry  of 
the  bacilli  may  however  remain  free  from  tuberculosis,  so  that 
the  lymph-glands  (bronchial  or  cervical)  exhibit  the  first  local 
manifestation  of  the  disease. 

The  tubercles  usually  form  first  in  the  lymphoid  follicles  and 
septa,  and  their  eruption  is  indicated  by  the  appearance  of  uninu- 
clear or  binuclear  epithelioid  cells  (Fig.  67  a),  and  later  on  of 
giant-cells  (e),  some  containing  bacilli.  They  lie  close  to  each 
other,  compressing  the  original  lymphoid  cells,  and  finally  take 
the  form  of  the  familiar  large-celled  tuberculous  nodule  (Fig. 
67  a). 

The  eruption  of  tubercles  may  be  accompanied  by  signs  of  more 
or  less  intense  inflammation,  as  a  consequence  of  which  the  lymph- 
glands  appear  swollen  and  reddened.  The  number  of  leucocytes 
in  the  tissue  is  increased,  owing  in  part  to  the  migration  of  white 
corpuscles  from  the  blood-vessels,  and  probably  also  to  an  increased 
production  of  lymphoid  cells.  When  mature  (a)  and  caseous  (a^ 
tubercles  are  present,  the  cut  surface  shows  the  characteristic  light- 
grey  and  whitish  nodules. 

In  the  later  stages  of  the  process  the  swollen  lymph-glands,^ 
from  the  continued  production  of  caseating  tubercles,  appear  beset 
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with  large  yellowiBh-white  caseous  patches,  which  tend  to  become 
confluent.  After  a  time  the  entire  lymph-gland,  ot  at  least  a  tai^ 
portion  of  it,  may  be  converted  into  a  cheesy  mass,  which  later 
on  becomes  softened  or  calcified. 

The  signs  of  inflammation  and  the  accumulation  of  leucocytes 
in  the  glandular  parenchyma  are  often  inconsiderable.  The  pro- 
cess then  consists  essentially  in  the  progressive  new-formation  of 
epithelioid  cells,  which  form  small  nodular  masses.  These  become 
confluent  (Fig.  €8  b  c),  and  the  lymphadenoid  tissue  (o)  is  accord- 
ingly more  and  more  encroached  on  and  reduced  to  isolated  strands. 
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white  the  remainder  of  the  structure  is  made  up  of  large  rounded 
(6)  and  stellate  or  spindle-shaped  (c)  cells,  that  form  a  striking 
contrast  to  the  lymphoid  cells.  Caseous  necrosis  seems  not  to 
supervene  for  a  long  while,  though  after  a  time  the  large-celled 
tissue  is  here  and  there  converted  into  a  mass  of  homogeneous 
hyaline  material  or  of  lustrous  blocks  and  flakes  devoid  of  nuclei. 
The  hyperplastic  process  just  described,  which  leads  to  whiit 
is  anatomically  a  large-celled  hyperplasia  of  the  lymphoid  tissue, 
is  always  associated  with  an  increase  in  the  size  of  the  gland, 
which  may  become  as  large  as  a  pigeon's  egg  or  even  a  hen's  egg, 
and  is  dense  and  firm  in  texture.     The  section  appears  either  am- 
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formlj  grey  and  translucent,  or  seems  to  be  made  up  of  small 
greyish  granules.  When  exposed  to  the  air  for  a  time,  the  cut 
surface  acquires  a  brownish  colour.  When  caseation  has  occurred, 
the  tissue  contains  uniform  yellowish  patches  resembling  the 
surface  of  a  cut  potato. 

This  large-celled  hyperplasia,  with  tardy  and  inconsiderable 
caseation,  is  one  of  the  less  dangerous  forms  of  tuberculous  lym- 
phadenitis, for  it  appears  to  remain  for  a  long  time  limited  to  the 
affected  gland.  It  is  chiefly  met  with  in  the  cervical  glands,  but 
is  not  uncommon  in  those  at  the  root  of  the  lung,  where  it  is  gen- 
erally combined  with  pigmentary  induration  due  to  the  inhalation 
of  carbonaceous  dust. 

In  many  cases,  especially  in  children,  the  multiplication  of 
tubercle-bacilli  within  the  lymph-gland,  and  the  cellular  prolifera- 
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tion  and  inflammation  thereby  induced,  are  quickly  followed  by 
caseation,  so  that  the  glands  have  hardly  begun  to  swell  before 
they  show  cheesy  enclosures.  By  the  time  they  have  reached  any 
considerable  size  they  are  already  converted  into  soft  or  even 
diflluent  caseous  masses  encapauled  only  by  a  thin  layer  of  indu- 
rated non-caseous  tissue.  By  continued  caseation  and  softening, 
the  process  may  extend  to  the  neighbouring  parte,  and  so  lead 
either  to  an  induration  or  to  a  caseous  and  purulent  periadenitis. 
Caseation  of  a  subcutaneous  gland  may  result  in  its  rupture 
through  the  skin.  In  deeply-seated  glands  rupture  not  infre- 
quently occurs  into  neighbouring  cavities  and~  (mannels,  such  as 
the  pericardial  sac,  the  veins,  the  bronchi,  the  oesophagus,  or  the 
intestine.  Whether  these  processes  are  in  all  cases  due  solely  to 
the  action  of  the  tubercle-bacilli,  or  whether  the  microbes  act  in 
cooperation  with  other  irritants,  is  not  yet  definitely  determined. 
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37.  Syphilitic  infection  of  the  lymph-glands  takes  place 
mainly  from  specitic  contamination  of  the  lymph  brought  to  them; 
it  is  rarely  conveyed  to  them  by  the  blood.  The  syphilitic  initial 
sclerosis  is  followed  by  a  scarcely  perceptible  swelling^  of  the 
nearest  glands,  which  is  referred  to  as  indolent  or  hard  bubo.  In 
the  further  course  of  the  disease  glandular  affections  may  arise  in 
connexion  with  any  of  the  various  inflammatory  manifestations  of 
secondary  syphilis,  and  sometimes  assume  a  gummatous  character. 

The  infected  lymph-glands  are  more  or  less  swollen,  and  may 
reach  the  size  of  a  walnut.  As  a  rule  the  swelling  is  due  essentially 
to  an  accumulation  of  leucocytes,  though  it  sometimes  depends  on 
large-celled  hyperplasia.  After  a  certain  time,  which  usually  ex- 
tends considerably  beyond  the  duration  of  the  primary  affection, 
it  may  be  months  or  even  years  afterward,  the  enlarged  lymph- 
glands  generally  diminish  in  size  and  recover,  owing  to  diminution 
of  the  number  of  round-cells  contained  within  their  tissue.  It  may, 
however,  happen  that  the  process  results  in  fibrous  induration  or  in 
gummatous  caseation  of  the  diseased  gland. 

In  leprosy  the  infected  glands  contain  numbers  of  large  cells 
enclosing  multitudes  of  lepra-bacilli,  and  bacilli  lying  free  in  the 
gland- tissue. 
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38.  Under  the  head  of  progressive  lymphadenoid  hjrper- 
plasia,  or  lymphadenia,  may  be  comprehended  a  peculiar  group 
of  affections,  whose  aetiology  is  still  altogether  obscure,  their 
common  character  consisting  in  a  progressive  increase  of  the  lym- 
phadenoid tissues.  On  the  one  hand  individual  lymph-glands 
become  notably  augme]|ted  in  bulk,  forming  tumours  varying  in 
size  from  that  of  a  large  bean  or  walnut  to  that  of  a  hen's  egg, 
while  on  the  other  hand  fresh  glands  are  continually  becoming 
affected  by  the  hyperplastic  process.  The  process  may  commence 
in  the  lymph-glands  proper,  such  as  those  of  the  axilla,  or  in  the 
lympadenoid  tissue  of  the  spleen  (Art.  30)  or  of  the  mucous 
membranes,  such  as  that  in  the  tonsils  and  intestinal  follicles,  and 
thence  extend  continuously  over  an  ever- widening  area,  in  certain 
cases  indeed  over  the  whole  of  the  lymphadenoid  tissues.  Analo- 
gous changes  often  appear  in  the  bone-marrow,  and  lymphadenoid 
growths  may  be  found  in  places  which  normally  contain  no  such 
tissue.  The  similarity  of  the  disease,  in  its  course  and  progress, 
to  some  of  the  infections,  for  example  to  certain  forms  of  tubercu- 
lous lymphadenitis,  makes  it  in  some  measure  probable  that  lym- 
phadenia  is  also  infective  in  its  nature,  though  at  the  present  time 
there  is  no  proof  whatever  that  this  is  the  case. 

On  macroscopic  examination  the  enlarged  lymph-glands  exhibit 
in  section  a  whitish  or  greyish-white,  less  commonly  a  greyish-red 
surface,  and  in  rare  cases  contain  also  a  few  necrotic  foci.  Ac- 
cording to  their  degree  of  consistence  we  may  distinguish  them 
into  soft  and  hard  forms.  Intermediate  forms  are,  however,  met 
with,  and  in  a  given  case  the  several  affected  glands  may  possess 
different  degrees  of  hardness. 

Under  the  microscope  the  normal  structure  of  the  gland  is  in 
some  cases  still  recognisable,  the  follicles,  septa,  and  sinuses  being 
clearly  differentiated ;  in  such  examples  the  increase  in  size  is 
essentially  due  to  the  overgrowth  of  the  lymphoid  follicles.  The 
condition  is  therefore  fitly  described  as  a  glandular  hypertrophy  or 
lymphadenoma.  In  other  cases  the  structure  so  far  deviates 
from  the  normal  that  recognition  of  the  several  components  is  no 
longer  possible,  the  entire  tumour  being  made  up  of  lymphadenoid 
tissue  of  perfectly  uniform  texture,  whose  reticulum  encloses  an 
extraordinarily  large  number  of  free  cells.  The  tissue  of  the 
trabeculae  and  capsule,  and  sometimes  also  that  immediately 
surrounding  the  capsule,  is  closely  studded  with  rounded  cells. 
Lastly,  the  reticular  framework  may  also  undergo  a  hypertrophic 
modification,  becoming  stouter  and  coarser,  and  in  part  even  con- 
verted into  stringy  fibrous  tissue,  which  is  far  removed  in  texture 
from  the  typical  adenoid  reticulum. 

Its  marked  deviation  in  structure  from  the  normal  type  of  the 
gland  has  caused  this  form  of  overgfrowth  to  be  classed  with  the 
sarcomata,  under  the  head  of  lymphosarcoma.  Lymphosarco- 
mata  are  described  as  soft  or  hard  according  to  the  extent  to 
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which  the  connective-tissue  element  is  developed,  and  the  corre- 
sponding degree  of  consistence  of  the  tissue. 

The  characters  of  a  particular  glandular  tumour  may  be  so 
well  marked  that  it  is  easy  to  determine  whether  it  should  be 
classed  as  a  lymphadenoma  or  as  a  lymphosarcoma.  Cases  occur, 
however,  in  which  the  features  of  the  two  varieties  are  combined, 
so  that  along  with  heteroplastic  tissue  resembling  that  of  a  lympho- 
sarcoma there  are  in  the  same  gland  definite  and  typical  lymphoid 
follicles  and  septa.  As  a  consequence,  writers  often  make  no  dis- 
tinction between  lymphadenoma  and  lymphosarcoma,  but  have 
used  the  terms  indifferently  for  both  classes  of  growths. 

By  many  the  difficulty  is  evaded  by  describing  all  the  pro- 
gressive lymphadenoid  growths  as  malignant  lymphoma. 

Progressive  lymphadenia  is  a  disease  which  may  last  for  a 
few  weeks  (as  in  acute  leukaemia),  or  for  several  years,  before  it 
ends  in  death.  In  some  of  the  cases,  associated  with  soft  forms 
of  lymphadenoma  and  of  lymphosarcoma,  the  blood  contains  an 
increased  number  of  colourless  corpuscles.  The  affection,  thus 
allied  with  leukaemia,  is  then  called  leokaemic  adenia,  and  the 
glandular  tumour  is  described  as  leukaemic  lymphadenoma 
or  lymphosarcoma.  In  other  cases  this  symptom  is  absent, 
and  the  disease  is  associated  only  with  marasmus  and  general 
anaemia,  or  the  blood  may  exhibit  no  demonstrable  change.  These 
cases  are  met  with  chiefly  in  connexion  with  hard  lymphosarcoma, 
though  in  some  of  them  the  soft  variety  is  alone  present.  The 
affection  is  variously  referred  to  as  Hodgkin's  disease,  simple 
adenia  (Trousseau),  lymphosarcoma  (Vikghow),  malignant 
lymphoma  (Billroth)  in  the  stricter  sense,  or  pseudo-lenkaemia 
(Cohnheim). 

We  do  not  yet  know  why  the  progressive  hyperplasia  of  the 
lymph-glands  is  sometimes  associated  with  leukaemia  and  some- 
times not.  The  cells  contained  in  the  reticular  framework  are 
either  exactly  like  normal  lymphocytes,  especially  in  lymphade- 
noma, or  some  of  them  are  distinctly  larger,  as  in  lymphosar- 
coma ;  but  there  are  no  invariable  and  characteristic  differences 
between  the  glandular  tumours  that  are  accompanied  by  leukaemia 
and  those  that  run  their  course  without  this  symptom.  In  some 
instances,  particularly  in  lymphosarcoma,  along  with  uninuclear 
and  binuclear  cells,  a  few  multinuclear  giant-cells  are  observed. 
According  to  Goldmann,  the  tumours  may  also  contain  eosino- 
phile  cells  in  somewhat  large  numbers.  Proliferous  changes,  in- 
dicated by  karyokinesis  in  the  nuclei,  can  be  detected  both  in  the 
free  cells  and  in  the  cells  of  the  reticulum. 
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Meferences  on  Lymphadenia. 

Arnold:  Cell-division  in  acute  lymphadenoid  hyperplasia  F.  il.  95  1884 
Berg  MANN :  Gerhard  fs  Handb.  d,  Kinderkrankheiten 

Brentano  and  Tangl:  Aetiology  of  pseudo-leukaemia  D.  med,  Woch.  1891 
BRiomi,  and  Piccoli  :  Simple  adenia  and  hyperplasia  of  the  thymus  Ziegler's 

Beitrdge  xvi  1894 
CoHNHEiM  :  Pseudo-leukaemia  V.A.SS  1865;  Allgem.  Pathologie  1 1882 
CoMBENALE  .*  Case  of  adenia  Rev.  de  med.  xii 
Cordua:  Tuberculous  adenitis  and  lymphoma  Arheiten  path,  Inst.  Gottingen 

1893 
Demange  :  Lymphadenia  These  Paris  1874 
Dreschfeld  :  Lymphosarcoma  D.  med.  Woch,  1891 
Eberth  :  Adenia  K.  il.  49  1870 

Flemming:  Regeneration  of  the  tissues  A.f.  mikrosk.  Anat.  xxiv  1884 
Goldmann:  Malipiant  lymphosarcoma  Cent./.  allg.Path.  iii  1892 
Hodgkin:  Morbid  appearances  of  the  absorbent  glands  and  spleen  Med.-chir. 

Trans,  xvii  London  1832 
Hubert  :  Les  neoplasmes  des  ganglions  lymphatiques  Paris  1878 
Kelsch  and  Vaillard:  Lymphadenoid  tumours  with  leukaemia  Ann.  Inst, 

Pasteur  iv 
KuNDRAT :  Lymphosarcomatosis  Wien.  klin.  Woch.  1893 
Langhans:  Malignant  lymphosarcoma  (pseudo-leukaemia)  V.A.  541872 
Paui-sen  :  Multiplication  of  cells  in  hyperplastic  lymph-glands  and  tonsils^./ 

mikrosk.  Anal,  xxiv  1884 
ViRCHOW :  Krankhafie  GeschwiHste  ii 

Wagner,  Harting,  and  Hesse  :  Eulenbur^'s  Vierteljahrsschr.  xxx,  xxxi 
Weishaupt:   Relation  of  pseudo-leukaemia  to  tubercle  Arheiten  path.  Inst,  i 

I'iibiDgen  1891 
Westphax:  Pseudo-leukaemia  D.  A.f.  klin.  Med.  li  1893  (with  references) 
WiNrwARTER :  Lymphadenoma  Langenbeck's  A  rch.  xviii  1875 
Wunderlich  :  Pseudo-leukaemia  A.  d.  Heilk.  vii  1866 
Zehnder  :  Regeneration  of  the  lymph-glands  V.  A,  120  1890 

39.  Sarcoma  is  the  only  primary  tumour  met  with  in  the 
lymph-glands.  It  generally  occurs  in  single  glands,  or  several  of 
the  same  g^roup  are  simultaneously  affected  and  cohere  into  a 
nodular  tumour.  It  often  overpasses  the  limits  of  the  gland  and 
invades  the  adjoining  tissues,  forming  adhesions  with  the  skin  if 
the  gland  is  subcutaneous.  Secondary  growths  are  usually  devel- 
oped in  various  organs ;  but,  in  contrast  with  lymphadenoma,  the 
nearest  lymph-glands  generally  escape.  Soft  small-round-celled 
sarcoma,  spindle-celled  sarcoma,  fibro-sarcoma,  and  alveolar  sar- 
coma (Fig.  69)  or  alveolar  angiosarcoma,  are  all  forms  that  occur. 
The  two  latter  have  a  somewhat  carcinoma-like  structure,  the 
epithelioid  cells  (Jb  c)  being  grouped  in  clusters  and  nests  within 
an  alveolar  stroma  (a). 

It  appears  that  the  neoplasm  may  start  in  various  parts  of  the 
gland-tissue.  According  to  Putiata,  alveolar  sarcoma  begins  in 
the  tissue  around  the  vessels.  'In  other  instances,  especially  in 
spindle-celled  sarcoma,  the  connective-tissue  framework  is  the 
primary  seat  of  the  neoplastic  proliferation  (Winiwarter). 
Some  authors,  like  Putiata,  maintain  that  the  lymphoid  elements 
may  be  transformed  into  tumour-cells. 
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Carcinoma  is  the  most  common  among  the  secondary  or  me- 
tastatic growths.  It  leads  to  the  conversion  of  the  lymph- 
glands  into  tumours  of  various  sizes,  whose  general  structure 
accurately  reproduces  the  characters  of  the  primary  growth. 

The  development  of  the  cancer  takes  place  within  the  lymph- 
sinuses,  and  there,  by  multiplication  of  the  lumour-cells  brought 
to  them  by  the  lymph,  clusters  and  strings  of  large  cancer-cells 
(Fig.  70  rf)  are  formed,  which  compress  and  encroach  upon  the 
lymphocytes.  A  fibrous  stroma  is  formed  from  the  lymphadenoid 
tissue,  which  encloses  in  its  meshes  the  growing  cancer-nests. 

Sarcomatous  metastases,  like  the  carcinomatous,  may  de- 
velope  from  sarcoma-cells  which  have  gained  access  to  the  gland 
by  way  of  the  lymphatics. 

Seferencea  on  Tumours  of  the  Lymph-glands 

Affan ASiEW :  Cancer-growth  Cent,  f,  med.  Wiss.  1876 

Billroth:  Pathol,  Histologie  Berlin  1858;   Morbid  histology  of  the  lymph- 
glands  V,  A,  21  1861 
BozzoLo:  DiBsemination  of  cancer  in  the  glands  Cent,/,  med,  Wiss.  1876 
Gu88enbauer:  Secondary  ^owths  in  the  glands  Prag,  Z,f,  Heilk.  ii  1881 
Kkresztszheoy  :  Retropentoneal  sarcoma  Ziegler's  Beitrdge  xii  1892 
Neelsen  :  Endothelial  cancer  D,  A,f,  klin,  Med.  xxxi  1882 
Putiata:  Sarcoma  of  lymph-glands  V,  A,Q9  1877 
Winiwarter:  Lymphadenoma  Langenbeck's  Arch,  xviii  1875 
Zahn  :  Alveolar  epithelioid  sarcoma  A,  d,  Heilk,  1874 
Zeuxder  :  Cancer-growth  in  lymph-glands  K.  ^.  119  1890 
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CHAPTER  XIV 


THE  BOXE-MABROW 


40.  The  bone-marro'w  in  children  is  a  soft  tissue  of  a  bright 
red  colour,  which  is  particularly  rich  in  cells  and  blood-vessels, 
and  is  accordingly  referred  to  as  red  or  lymphoid  marro'W. 

The  supporting  framework  of  this  tissue  is  composed  of  deli- 
cate reticular  connective  tissue.  The  abundant  capillaries  and 
veins  are  wide  and  thin-walled. 

The  majority  of  the  cells  enclosed  in  the  reticulum  are  spheri- 
cal, and  possess  either  a  clear  vesicular  nucleus  with  highly 
refractive  nucleoli  and  nucleolar  filaments,  or  an  apparently  ho- 
mogeneous nucleus  which  is  ill-defined,  and  in  fresh  sections  is 
seen  only  with  difficulty.  These  cells  vary  in  size,  those  with 
a  vesicular  nucleus  being  generally  larger  than  those  with  a 
homogeneous  nucleus;  the  former  have,  moreover,  a  more  gran- 
ular protoplasm.  The  homogeneous  nuclei  take  nuclear  stains 
more  deeply  than  the  vesicular  nuclei. 

While  these  cells  constitute  the  majority,  the  lymphoid  mar- 
row always  contains  a  number  of  leucocytes  with  eosinophile 
granules,  flattened  cells  containing  no  fat,  globular  cells  contain- 
ing fat,  nucleated  and  non-nucleated  red  blood-corpuscles,  cells 
enclosing  red  blood-corpuscles  and  pigment,  and  uninuclear  and 
multinuclear  giant-cells. 

According  to  the  researches  of  Neumann,  Bizzozebo,  Cohn- 
HEiM,  TrzzoNi,  RiNDFLEiscH,  Hayem,  Grohb,  Denys,  H.  E. 
ZiEGLEB,  and  others,  the  bone-marrow  takes  part  in  the  process 
of  blood-formation,  and  the  nucleated  red  corpuscles  found  in 
it  are  regarded  as  representing  a  preliminary  stage  in  the  devel- 
opment of  these  corpuscles.  The  presence  in  the  bone-marrow 
of  cells  containing  blood-corpuscles  and  pigment  tends  to  prove 
that  the  red  blood-corpuscles  are  likewise  destroyed  in  that  tissue. 

The  marrow  is  richest  in  cells  in  early  life;  later  on,  and 
especially  in  the  long  bones,  the  number  of  cells  decreases,  and 
by  the  imbibition  of  fat  the  greater  portion  of  the  cells  of  the 
reticulum  are  at  the  same  time  transformed  into  fat-cells.  After 
the  fourteenth  to  the  sixteenth  year,  the  marrow  of  the  long  bones 
usually  consists  mainly  of  fatty  tissue;  this  when  it  contains  only  a 
small  amount  of  blood  is  of  a  yellow  colour,  with  a  larger  amount 
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of  blood  it  is  yellowish-red,  and  its  cut  surface  has  an  oily  lustre. 
This  is  called  yello'W  marro'W,  in  contradistinction  to  the  red 
or  lymphoid  form.  It  should  however  be  remarked  that  between 
the  two  forms  there  are  many  intermediate  stages.  In  the  flat 
bones  and  in  the  short  cancellous  bones  the  marrow  remains  i>er- 
manently  red,  and  either  retains  tlie  essential  characters  of  lym- 
phoid marrow,  or  by  the  imbibition  of  fat  changes  to  a  transitional 
form  between  this  and  yellow  marrow. 

In  advanced  age  the  number  of  free  cells  contained  in  the 
bones  sometimes  decreases  still  more  markedly,  while  at  the  same 
time  the  fat  tends  to  disappear.  The  resulting  free  space  is  filled 
by  a  clear  liquid  containing  mucin;  the  marrow  thus  acquires  a 
translucent  gelatinous  appearance,  and  is  hence  termed  gelatinous 
marro'w. 

References  on  Bone-marrow  (see  also  Arts.  1  and  41). 

Arnold  :  Karyokinesis  in  marrow-cells  F.  A.  93  1883  and  97  1884 

Bayerl:  Production  of  red  corpuscles  in  epiphysial  cartilage  A./,  mikrofk, 

Anat.  XXIII  1884 
BizzozRKo:  Sul  mid  olio  fle<jli  ossa  Naples  1869  reviewed  in   V.  A.  52  1871; 

Atrophy  of  fat-cells  in  the  bone-marrow  A./,  mikrosk,  Anat.  xxxiii 
Flemming  :  Zelhubstanz  Kern  u.  Zelllheilung  Leipzig  1882 
GEGENBArR  :  Jenn.  Z.  f.  Metl.  u.  Nntunciss.  i-iii 
Kolliker:   Gewebelehre  d.  Menschen  i  Leipzig  1889 
MoRAT :  Lu  moelle  des  os  Paris  1873 
Neumann:  The  bone-marrow  in  blood-formation   Cent.  f.  med.   Wiss. 

Berl.  klin.  Woch.  1877,  1878, 1880  and  Z.f.  klin.  Med.  in  1881 
TizzoNi  and  Filkti  :   Atti  dei  Lincei  ser.  Ji  xi  1881 
Werner  :  Cell-division  in  the  giant-cells  of  the  marrow  V.  A .  106  1886 

41.  The  modes  in  wliich  the  bone-marrow  is  affected  by  gen- 
eral diseases  and  the  primary  changes  other  than  inflammatory 
that  take  place  in  it  may  be  classified  under  three  heads.  In  the 
first  place,  as  the  result  of  various  diseases  conditions  of  atrophy 
and  degeneration  are  induced,  whicli  are  characterised  cliiefly  by 
diminution  of  the  fat  and  decrejise  in  the  number  of  cells,  in  a 
measure  also  by  degenerative  changes  in  the  tissue-elements.  For 
example,  in  senile  decay,  in  chronic  pulmonary  emphysema,  in 
phthisis,  in  chronic  diseases  of  the  kidney,  and  in  starvation 
(Neumann),  the  adipose  tissue  of  the  marrow  disappears  more 
or  less  completely.  If  no  increase  tfikes  place  in  the  number  of 
cells,  and  if  the  vacant  spaces  are  filled  by  a  liquid  containing 
mucin,  the  marrow  assumes  a  gelatinous  translucency  and  changes 
into  the  gelatinous  variety  already  mentioned. 

Many  infective  diseases  (such  as  typhoid  fever,  relapsing 
fever,  typhus  fever,  etc.)  are  attended  by  fatty  degeneration 
of  the  cells  and  capillaries  of  the  marrow.  In  relapsing  fever 
(Ponfick)  and  in  variola  (Chiaui)  necrotic  foci  may  be  formed. 
These  and  other  infections  of  the  blood  often  lead  to  inflammation 
of  the  bone-marrow. 
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Hjrpertrophy  of  the  fatty  tissue  of  the  marrow  occurs  as  a 
concomitant  of  general  atrophy  of  the  entire  skeleton  (Art.  43) 
and  of  the  articular  cartilages,  and  is  at  times  so  excessive  that 
the  bone,  composed  almost  entirely  of  fat,  has  a  lower  specific 
gravity  than  water. 

In  very  many  cases,  concurrently  with  the  decrease  in  fat,  we 
find  an  increase  in  the  number  of  the  marrow-cells,  so  that  the 
tissue  assumes  more  and  more  the  characters  of  red  or  lymphoid 
marrow.  This  is  observed  especially  in  oligaemia,  leukaemia, 
chronic  pulmonary  tuberculosis,  chronic  suppurative  ostitis,  and 
cancerous  cachexia;  but  it  is  not  a  constant  plienomenon  in  these 
conditions.  For  example,  Grohb  found  in  157  patients  who  had 
died  of  phthisis  119  cases  with  red  marrow.  Red  marrow  is  also 
met  with,  especially  when  death  has  occurred  in  the  later  stages 
of  the  disease,  in  typhoid  fever  (Grohe),  in  croupous  pneumonia, 
and  in  septic  affections  (GoLGi,  Litten),  in  acute  endocarditis 
(Poxfick),  in  small-pox  (Golgi),  etc. 

The  tint  of  lymphoid  marrow  varies  from  greyish-red  to  dark- 
red  according  to  tlie  amount  of  blood  it  contains.  In  severe  cases 
of  pernicious  anaemia  the  whole  of  the  marrow  of  the  long  bones 
may  be  dark-red  in  colour,  resembling  raspberry  jelly.  The 
coloration  usually  begins  at  the  epiphyses  and  extends  thence 
towards  the  middle  of  the  bone.  In  leukaemia  the  marrow  is 
often  mottled  with  tints  varying  from  flesh-pink  to  greyish-red, 
greyish,  or  greyish-yellow,  and  sometimes  parts  are  yellow  or 
gi-eenish-yellow  and  look  like  pus. 

In  the  red  marrow  tlie  colourless  marrow-cells  are  always 
abundant;  and  the  nucleated  and  non-nucleated  red  blood-corpus- 
cles are  in  general  increased  in  number.  Numerous  cells  contain- 
ing blood-corpuscles  and  pigment  are  often  found  in  the  tissue, 
esj^ecially  in  cases  of  pernicious  anaemia,  typhoid  fever,  typhus 
fever,  relapsing  fever,  and  intermittent  fever.  '  Charcot-Neu- 
mann  crystals '  (in  the  form  of  small  colourless  octahedra)  are  also 
frequently  present;  they  are  thought  by  some  authorities  to  be  a 
substance  containing  mucin  (Salkowsky),  by  others  (Schrei- 
ner)  to  be  a  phosphatic  product  of  the  decomposition  of  albumen. 

The  increase  in  the  number  of  colourless  and  of  coloured  cells 
in  the  bone-marrow  is  generally  explained  by  the  assumption  that, 
in  the  above-named  diseases,  the  cells  of  the  bone-marrow  itself 
undergo  proliferous  multiplication.  If  the  anaemia  and  cachexia 
result  from  repeated  haemorrhages  or  from  organic  disease,  this 
increase  may  be  regarded  as  a  regenerative  process. 

According  to  Neumann,  Bizzozero,  IIoyek,  and  others,  how- 
ever, there  is  a  form  of  leukaemia  in  which  the  marrow-changes 
are  primary,  and  are  therefore  the  originating  cause  of  the  altera- 
tion in  the  blood.  This  form  is  accordingly  termed  medullary 
or  myelogenous  leukaemia  (Art.  2). 

The  increase  in  the  number  of  nucleated  red  corpuscles   is 
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generally  interpreted  as  indicating  an  increase  in  the  haemato- 
genie  activity  of  the  marrow.  It  is  not  improbable,  however, 
that  it  is  dependent  upon  some  retardation  of  the  normal  trans- 
formation of  the  young  blood-corpuscles  into  the  mature  form. 

Increased  destruction  of  the  red  blood-corpuscles,  or  the  pres- 
ence of  minute  foreign  bodies  circulating  in  the  blood,  leads  to 
deposition  of  corpuscular  detritus  and  other  foreign  matters  in  the 
marrow.  The  deposition  of  insoluble  ferrated  compounds,  derived 
from  the  disintegration  of  haemoglobin,  is  the  commonest  ex- 
ample, and  may  be  described  as  siderosis  of  the  bone-marrow. 
This  condition  may  also  result  from  jaundice,  and  may  be  experi- 
mentally produced  by  abnormally  increasing  the  amount  of  iron 
ingested.  The  ferrated  particles  lie  for  the  most  part  within  the 
marrow-cells  and  the  blood-corpuscles. 

Grave  disorders  of  the  local  circulation,  especially  such  as 
impede  the  outflow  of  blood  from  the  bone,  and  traumatic  inju- 
ries, often  give  rise  to  haemorrhage  from  the  delicate  capillaries 
of  the  marrow.  Some  of  the  extravasated  blood  may  be  absorbed 
unchanged,  but  the  greater  part  is  disintegrated,  and  numbers  of 
granule-carrying  cells  containing  pigment  make  their  appearance 
during  the  absorption  of  the  products  of  disintegration. 

Meferencea  on  Changes  in  the  Bone-marrow  accompanying  various 

Diseases  (see  also  Art.  43). 

Arnstein :  Intermittent  fever  V,  A,  61 1874 

Blechmann:  Pathology  of  the  bone-marrow  A.  d,  Heilk,  xix  1878 

Chiari  :  Osteomyelitis  in  small-pox  Ziegler's  Beitrdge  xiii  1893 

CoHNHRiM  :  The  marrow  in  pernicious  anaemia  V.  A,  6S  1876 

Eisenlohr:  Pernicious  anaemia  and  cancer  D.  A./,  klin.  Med,  xx  1877 

DE  FiLiPPi :  Researches  on  *ferratin '  Ziegler^s  Beitrdge  xvi  1894 

■Geelmuyden:  The  bone- marrow  in  disease  V.  A,  105  1886  (with  references) 

■GoLGi :  Small-pox  Revista  din,  di  Bologna  1873 

Orohe  :  The  marrow  in  various  diseases  BerL  klin,  Woch,  1881, 1884 

Heuck :  Leukaemia  V.  A,7S  1879 

LiTTEN  :  Corpuscle-carrying  cells  m  the  marrow  Cent,/,  med,  Wiss.  1881 

LiTTEN  and  Orth  :  The  bone-marrow  in  various  diseases  BerL  klin,  Woch,  1877 

MuiR  :  The  bone-marrow  in  pernicious  anaemia  Joum,  of  Path,  ii  1894 

NoTHNAGEL :  Lymphadcuia  ossium  (a  peculiar  pernicious  disease  of  the  bones) 

Virchow*s  Festschrift  (intemationale)  ii  Berhn  1891 
Ponfick:  Sympathetic  affections  of  the  marrow  in  internal  diseases  V,A,d6, 

60  1874;  Leukaemia  V.  A,  67  1876 
RiESS  :  Corpuscle-carrying  cells  Cent,  f  med,  Wiss,  1881 
Robin  :  A .  d*anat,  et  de  physiol,  1874 
Salvioli  :  Rivista  din.  di  Bologna  1878 
Stocker  :  Marrow-changes  in  certain  febrile  affections  A.  f  wiss,  Thierheilk. 

XIII 1887 
Waldstein:  Progressive  anaemia  with  leucocythaemia  V*  A.91 1883 
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ATROPHIC  AFFECTIONS  OF  BONE 


42.  The  osseous  tissue  of  the  skeleton  developed  during  foetal 
life  and  soon  after  birth  is  for  the  most  part  a  temporary  structure 
of  limited  duration.  The  immature  bones  of  the  new-bom  child 
are  re-absorbed  and  disappear  in  the  course  of  years,  and  are 
replaced  by  others  whose  texture  and  composition  are  of  a  dif- 
ferent kind. 

The  researches  of  morbid  anatomists  have  shown  that  the 
dissolution  and  re-absorption  of  mature  osseous  tissue,  under 
pathological   conditions,   are   among   the   commonest   of   morbid 


Fio.  Tl.    Rmorftion 


(Section  of  a  bonf  trabteula  in  the  neighbourhood  of  the  resetted  end  i^  tht/emur ;  prt- 
paration  Aonitrned  in  MSIler'i  fluid  and  alcohol,  decalcifled  in  picric  acid,  itatned 
teith  alum-earmine,  aiid  moanted  In  Canada  baltam :  x  200) 


phenomena.     As  a  rule  the  morbid  process  follows  the  lines  of 
the  normal  process  known  as  lacunar  resorption. 

At  the  point  where  the  bone  is  about  to  be  absorbed  multi- 
nuclear  cells  or  myeloplazM  (Fig.  71  if)  appear  in  the  marrow 
or  periosteum,  and  attach  themselves  to  the  surface  of  the  bony 
trabecalae.  Kolliker  has  termed  the  multinuclear  cells  that  are 
met  with  in  uonual  osseous  resorption  oateoclastB,  a  name  which 
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has  also  come  into  general  use  for  the  myeloplaxes  of  pathological 
reBorption. 

After  a  time  deep  erosions,  generally  referred  to  as  HotTship'B 
laeimae  or  foveolae  (l''ig-  71  e),  form  at  the  points  where  the 
osteoclasts  are  adhei-eiit.  It  is  assumed  that  the  osteoclasts  effect 
the  active  dissolution  of  the  underlying  osseous  tissue. 


FlO.  72.     ECCBNTBIU 

(Nalvri 

When  A  liirge  portion  of  the  bone  is  being  absorbed,  the  osteo- 
clasts appear  In  great  numbers,  and  lie  close  together.  Corre- 
spondingly numerous  grooves  and  pits  are  produced  on  the  bone, 
and  its  surface  thus  presents  a  rough  and  eroded  appearance. 
During  the  continuance  of  the  process  the  surface  is  covered  with 
these  grooves.      When  the  resorption  ceases  the  surface  i^ain 
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becoioes  smooth,  either  from  absorption  of  the  prominent  inter- 
lacunar  ridges,  or  from  the  deposition  of  new  osseous  tissue  in  the 
eroded  lacunae. 

If  the  resorption  proceeds  chiefly  from  the  side  of  the  marrow, 
the  result  is  sccentric  atrophy  (Fig.  72);  the  external  form  of 
the  affected  bone  i-emaina  unaltered,  wliile  its  cavities  and  nutrient 
cunals  become  wider,  and  its  lamellae  and  trabeculae  thinner. 
Khen  resorption  is  mainly  external,  on  the  other  hand,  there  18 
concentric  atrophy  (.Kig.  7-3  and  Fig.  74),  or  local  defects  are 
produced.  If  tlie  compact  osseous  tissue  becomes  porous  from 
the  widening  of  the  Haversian  canals  (Fig.  72),  the  condition  is 
terme<l  OBteoporosis.     In  cases  of  excessive  ntropliy  the  marrow 


Fio.  73.    Srnilp. 


lutural  liie'l 


t  of  the  purietal  bomt: 


of  the  enlarged  medullary  cavities  often  consists  of  pure  adipose 
tissue,  a  condition  which  lias  led  to  the  process  being  described  as 
a  'fatty  degeneration  of  the  bones.' 

In  old  age  lacunar  resorption  affects  large  portions  or  even  the 
whole  of  the  skeleton,  and  it  is  then  ternietl  senile  atrophy.  It 
sometimes  occurs  in  a  marked  degree  in  the  dat  b<iney,  in  the 
vault  of  the  skull  (Fig.  73),  in  the  scapula,  ami  in  the  pelvis, 
chiefly  in  parts  that  are  not  covered  by  muscles.  In  the  skull  the 
resorption  of  the  parietal  bones  (Fig.  7-3)  may  go  so  far  as  to 
destroy  the  entire  outer  table  and  diploe,  and  even  some  portions 
of  the  inner  table.  In  a  few  spots  tlie  bone  may  be  entirely 
destroyed  and  so  perforated.     Ne'xt  in  frequency  to  the  parietal 
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bones  the  Bupra-occipital  is  most  apt  to  be  affected,  the  frontal 
bone  but  rarely.  Ab  the  erosion  is  not  uuifoim,  shallow  grooves 
appear  on  the  external  surface  of  the  skull.  The  bone  at  the  toci 
of  resorption  looks  dull  and  lustreless,  indeed  almost  rough,  and 
the  surface  is  studded  with  a  number  of  small  medullary  cavities 
filled  with  blood. 

In  the  diploe  the  addition  of  new  hone  to  the  old  usually  gives 
rise  to  condensation  of  the  tissue  before  resorption  begins.     De- 


Pto.  T4.    Htfdflasia 


leat  than  halfl/M  natural  n 

posits  of  osseous  tissue  also  occur  on  the  inner  surface  of  the  skull, 
especially  in  the  frontal  hone. 

In  the  facial  part  of  the  skull  senile  atrophy  affects  mainly  the 
npper  and  lower  maxillae,  the  alveolar  processes  of  which  are 
Bometimes  entirely  absorbed. 

In  the  vertebrae  and  in  the  bones  of  the  extremities  both  con- 
eentric  and  eccentric  atrophy  take  place,  the  bony  trabeculae  being 
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thereby  in  places  thinned  or  even  entirely  absorbed.  Should  the 
greater  part  of  the  trabeculae  be  absorbed  at  any  particular  point, 
so  that  the  continuity  of  their  connexions  is  interrupted,  the  bone 
is  liable  to  give  way  at  that  point  (Art.  50). 

Resorption  may  be  so  excessive  that  the  remaining  bony  tissue 
becomes  incapable  of  withstanding  an  ordinary  strain,  and  so 
fractures  with  great  readiness  :  this  condition  lias  been  termed 
symptomatic  osteopsathyrosis,  or  frogllitas  ossinm. 

Absence  of  functional  use  (Fig.  74)  is  a  frequent  cause  of  pre- 
mature lacunar  resorption  of  tlie  bones:    this  form  of  atrophy 


FlO.  79.     EXTBBNB  ATROrHT  OF  THB  CRANIAL    BONEI    PKODUCKD    BT  THB  PRRSBURC 


The  poaition  of  the  cerebral  convolations  is  IndlcHted  by  deep  ImpreMloni,  tbat  of  the 
salci  by  sharp  bony  ridges.  Tbe  ethmoid  is  bulffed  dowDwanls.  and  the  wIdkb  of 
tbe  sphenoid  and  the  lower  border  of  the  squama  of  the  petrous  bone  are  forced  foi^ 
vanu  and  downwarda. 

(Skull  brae/tycfphalie  oiid  hirpioetphalle :  premalurr  tj/noslo»U  of  the  lateral  and 
lotefr  porlioiit  •>/  tht  coronary  nifure,  wtlh  eoiiipemalory  increase  in  height  ttt  (Ae 
region  0/  tht  parietal  bonet  and  the  tagitlai  lutiirt :  five-ieeenthi  of  the  raUtraX 


>  occurs  not  only  when  a  limb  or  part  of  a  limb  is 
deprived  of  its  normal  activity,  but  also  when  portions  of  a  single 
bone  cease  to  perform  their  function  of  support. 

Atrophy  of  the  first  kind  occurs  in  the  stumps  of  amputated 
limbs,  and  in  the  bones  of  limbs  that  have  ceased  to  be  used  (Fig. 
74);  while  atrophy  of  the  second  kind  is  observed  in  fractured 
bones  where  the  fragments  have  overlapped  during  the  process  of 
healing,  the  atrophy  affecting  those  trabeculae  which  from  the 
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altered  directmn  of  the  stress  are  no  longer  required  to  act  as 
BU|>]iortiiig  struetures. 

Tliiise  fiiniis  of  bony  atrojiliy  which  apiwiir  as  the  Hequeliif  of 
nervous  diseases  ore  termed  DOnroparalytlc  and  nenropathic 
atrophiM.  When  thi-y  oeenr  in  |)ai-idysed  limbs  it  is  natural  to 
attribute  them  to  mere  disuse.  Hut  not  infrequently  diseast^s  of 
tlie  spinal  eurd  and  brain,  tliat  are  unaeoom]ianied  by  paralysis 


tiiiit  h/  Ihr  iifitoliir  pni'vix:  i)m 
riitiiv  ilimpin-ariiinv  of  fh*  aitfftt 
aiitglvKit  ortiriTii  thi  miperUir  uii 

of  the   liudis,  sneli   as   posterior   sclerosis  (tabes)  and  paralytic 

dementia,  are  associated  with  remarkable  wasting  and  fragility  of 

tlie  biines.  and  coninKuily  witli  articular  changes  also  (see  Art.  75). 

Atrophy  from  preBsnre  is  another  and  very  frequent  form 
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produced  by  persistent  local  pressure  on  a  bone.  Thus  an  increase 
of  the  cranial  contents  may  induce  such  atrophy  of  the  cranial 
bones  that  the  entire  internal  surface  is  roughened,  the  uiner  table 
more  or  less  absorbed,  and  the  tegmen  tympani  thinned  and  per- 
fonited.  Should  the  convolutions  of  the  brain  be  pressed  against 
the  bone,  the  result  may  be  a  deepening  of  the  impressions  which 
are  normally  present  (Fig.  75),  while  the  sulci  receive  corre- 
sponding ledges  and  ridges  of 
bone.  The  pacchionian  bodies 
of  the  pia  mater  produce  deep 
pits  in  the  bone,  which  some- 
times penetrate  to  tlie  outer 
t&ble.  The  frontal  sinuses  and 
the  antrum  of  Highmore  may 
l)ecome  enlarged  from  the  accu- 
mulation of  liquid  or  the  press- 
ure of  tumours.  Cutaneous 
gears  undergoing  great  contrac- 
tion may  press  upon  the  under- 
lying bone  and  induce  extensive 
resorption  (Fig.  76),  with  the 
result  of  very  considerable  dis- 
tortion and  disfigurement.  Such 
scars  usually  result  from  burns. 
The  pressure  of  aneurysms  of 
the  aorta  upon  tlie  vertebrae, 
sternum,  or  ribs  may  produce 
more  or  less  extensive  erosions 
(  Fig,  77),  and  may  even  entirely 
destroy  the  bone  at  the  point  of 
pressure.  Tumours  of  tlie  soft 
parts  which  exert  pressure  upon 
the  a<ljacent  bones  often  have  a 
similar  effect. 

Finally,  every  periostitis  or 
osteomyelitis  tliat  reaches  a  cer- 
tain degree  of  intensity  and  Via.  77. 
persists  for  a  certain  length  of 
time  (C'liip.  XVI),  and  every 
tumuu  r  tliat  developes  in  the  (Reduced  to  tao-jlftht  o/  the  natural  tile) 
bone-marrow  or  on  the  inner 
surface  of  the  periosteum,  give  rise  to  some  resorption  of  bone. 

Pressure,  inflammation,  and  the  development  of  tumours  result 
generally  in  local  atrophy  of  Ijone;  but  a  local  inflammation,  such 
as  destructive  arthritis,  may  induce  abnormal  resorption  over  en- 
tire bones,  and  so  lead  to  fragilitas  ossium.  Small  and  local  super- 
ficial defects,  visible  by  tlie  unaided  eye,  are  termed  erosions;  if 
lai^r  portions  are  destroyed,  or  at  least  strikingly  altered  and 
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rarefied,  we  speak  of  the  aflfection  as  caries  (Chap.  xvi).  When 
the  bony  tissue  is,  by  the  action  of  some  noxious  agency,  not 
merely  eroded  but  killed  outright,  and  in  considerable  mass,  we 
speak  of  the  process  as  necrosis.  Caries  and  necrosis  may  be 
combined  in  many  ways,  producing  a  condition  which  is  called 
necrotic  caries. 

Both  in  marked  lacunar  atrophy  and  in  far-advanced  osteoma- 
lacia (Art.  43)  cysts  may  form  in  the  interior  of  the  bones,  with 
clear  or  turbid  liquid  or  haemorrhagic  contents.  They  arise  in 
these  affections  from  the  total  disintegration  and  liquefaction  of 
the  constituent  parts  of  the  tissue,  and  may  reach  a  great  size, 
in  certain  cases  nearly  equalling  the  bone  in  diameter.  At  times 
the  bone  may  be  actually  distended  by  a  secondary  accumulation 
of  liquid.  Cysts  are  occasionally  produced  within  bones  Irom 
new-growths  which  have  undergone  liquefactive  softening,  for 
example  from  enchondroma,  myxoma,  and  sarcoma.  Cysts  may 
also  occur  which  have  no  perceptible  connexion  with  new-growths 
or  with  excessive  resorption. 

According  to  certain  authorities  (Lobstein:  Traite  (Tanat.  pathoL  Paris 
1833;  Gurlt:  Lehre  von  Knochenhriichen  Berlin  1862;  Volkmann  :  Hand* 
buck  der  Chirurgie  ii  1872;  Enderlen:  Osteopsathyrosis  V.  A.  131  1893), 
there  is  an  idiopathic  form  of  fragilitas  ostium  in  which  no  rarefaction  of  the 
osseous  tissue  is  apparent.  This  malady  is  congenital,  or  developes  from  some 
unknown  reason  in  adult  life,  and  may  appear  in  different  members  of  the 
same  family.  If  the  views  of  these  authorities  be  correct,  we  must  assume 
that  in  the  persons  so  affected  the  organic  substratum  of  the  bony  trabeculae 
possesses  some  morbid  character  which  manifests  itself  by  abnormal  brittleuess 
of  the  bones. 

References  on  Lacunar  Resorption  of  Bone. 

Apolant:  Resorption  in  the  development  of  osseoas  tumours  V,  A.  131  1893 

BiJRKNER  :  Perforation  of  the  tegmen  tympani  A.f.  Ohrenheilk,  xiii 

B use II :  BerL  klin.  Woch.  no.  14  1884 
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43.  Halisteresis  ossium  {iXo^  of  salt,  aT€pr)ai<:  deprivation) 
or  decalcification  is  a  form  of  atrophy  of  bone  in  which  at  first 
nothing  but  solution  of  the  calcareous  salts  takes  place,  while  the 
organic  matrix  or  cartilage,  though  somewhat  altered,  is  preserved 
for  a  certain  length  of  time. 

The  solution  of  the  lime-salts  begins  on  the  periphery  of  the 
trabeculae  (Fig.  78  6),  and  advances  progressively  from  these  to 
the  deeper  layers.  The  boundary-line  of  the  still  calcified  portion 
(a)  sometimes  runs  parallel  to  the  surface  of  the  trabeculae ;  at 
other  times  it  has  an  irregular  contour,  showing  depressions  simi- 
lar to  those  known  as  Howship's  lacunae.  Between  the  calcified 
and  the  completely  decalcified  parts  there  is  sometimes  a  zone 
in  which,  as  in  commencing  ossification,  calcareous  particles  of 
various  sizes  are  visible. 

According  to  the  researches  of  von  Recklinghausen  and 
Apolant,  in  halisteric  atrophy  the  existing  Haversian  canals  are 
generally  widened,  and  new  canals  and  clefts  appear  in  the 
ground-substance  of  the  bone.  This  condition  is  the  result  of 
decalcification,  and  gives  rise  to  the  peculiar  lattice-like  or  rather 
feather-like  markings  which  are  seen  in  suitably  prepared  micro- 
scopic sections  of  the  bone. 
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The  matrix  of  the  decalcified  bone  is  sometimes  bomogeDeous, 
and  Hometimes  finely  or  coarsely  fibrous.  Not  infrequently  the 
normal  lamellar  stmtitication  can  still  be  distinctly  traced,  the 
lametlae  tjeing  continuous  with  those  of  the  still  calcified  part. 
Some  of  tlie  Iwne-corpuscles  are  clearly  visible,  while  others  have 
disa[)|>eare<l,  or  are  represented  only  by  small  oval  spaces,  withoat 
visiblt;  tttellate  prtx^esseH. 

The  width  of  the  decalcified  portion  is  naturally  subject  to 
considerable  variation.  In  extreme  cases  of  halisteresis  the  amount 
of  persisting  calcified  l>ony  substance  is  veiy  small,  numbers  of 
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d    Haversian  eanals 

individual  trabeculae  Iwinjr  entirely  decalcified  (c).  The  decalci- 
fied cartilaginous  matrix  may  persist  for  a  time,  and  is  probably 
capable,  by  again  taking  up  lime-saltft.  of  being  transformed  once 
more  into  firm  bone.  It  however  the  process  of  decalcification 
continues,  it  is  generally  followed  by  the  disintegration  and  solu- 
tion of  the  matrix. 

Halisteresis  may  occur  as  a  local  affection  in  limited  portions 
of  a  bone,  for  example  in  the  site  of  tumours  which  destroy  the 
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osseous  tissue.  More  frequently,  liowever,  it  extends  more  widely, 
and  occasionally  Involves  the  entire  skeleton ;  in  the  latter  case 
it  forms  the  characteristic  symptom  of  tlie  disease  known  as 
osteomalacia.  According  to  the  time  of  its  appearance,  this 
disease  is  termed  senile  or  juvenile,  the  latter  form  occurring 
most  frequently  during  pregnancy.  The  puerperal  form  is  apt 
to  begin  in  the  bones  of  the  pelvis,  being  indeed  often  confined  to 
these  and  the  neighbouring  bones.  It  may,  however,  extend  over 
the  greater  part  of  the  skeleton,  especially  when  the  woman  passes 
through  several  pregnancies  after  the  disease  has  begun.  The 
non-puerperal  form  begins  most  frequently  in  the  vertebrae  and 
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the  thorax,  spreads  thence  to  the  extremities,  and  finally  to  the 
cranial  bones.  The  incidence  of  the  disease  is  practically  lim- 
ited to  certain  geographical  areas ;  in  Germany  in  particular  it 
is  confined  to  the  basin  of  the  Rhine. 

The  causes  of  morbid  decalcification  are  at  present  unknown: 
many  authors  suppose  that  the  presence  of  lactic  acid  in  the  bone- 
marrow  causes  solution  of  the  lime-salts;  others  attribute  tlie 
condition  to  an  increased  amount  of  carbonic  acid  in  the  blood. 
According  to  Eisenhart,  the  alkalinity  of  the  blood  is  dimin- 
ished. Von  Recklinghausen  regards  osteomalacia  as  essen- 
tially due  to  some  local  irritation  of  the  vascular  mechanism  of 
the  bones.     Anatomical  examination  of  the  osseous  tissue  gives 
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no  adequate  clae  to  the  causes  of  the  disease.  Dnriug  the  pro- 
gress of  the  malady  the  bone-marrow  is  hyperaemic,  and  frequently 
contains  scattered  haemorrhagic  foci,  or  traces  of  them  such  aa 
pigmentary  deposits.  During  the  stage  of 
hyperaemia  the  fat  of  the  marrow  appears  to 
be  decreased  and  the  cells  to  be  increased. 
The  marrow  may  again  assume  its  fatty  char- 
acter, or  it  may  become  gelatinous.  Where 
the  bony  substance  has  in  lai^  measure  dis> 
appeared,  the  marrow  usually  Decomes  liquid, 
and  larger  or  smaller  smooth-walled  cysts  are 
product.  Under  certain  conditions,  the  tis- 
sue filling  the  medullary  cavities  having  be- 
come liquid,  and  the  exterior  wall  being 
reduced  to  a  thin  decalcified  stratum  covered 
with  periosteum,  a  long  bone  may  assume  the 
appearance  of  a  mere  membranous  sac. 

Bones  that  have  been  severely  affected  by 
osteomalacia  always  lose  their  firm  consis- 
tence ;  they  are  readily  broken,  bent,  or  in- 
dented, and  a  knife  may  with  ease  be  passed 
through  their  entire  thickness.  Sometimes  in 
the  case  of  the  long  bones  a  mere  cortical 
layer  of  the  tliinness  of  paper  alone  retains 
the  form  of  the  bone,  while  the  almost  en- 
tirely decalcified  bodies  of  the  vertebrae  may 
be  squeezed  out  like  a  sponge.  la  these  cir- 
cumstances it  is  not  surprising  that  the  skele- 
ton undergoes  manifold  variations  of  form 
during  life.  Various  curvatures  and  angu- 
larities, with  shortening  of  the  total  length, 
may  take  place  in  the  spinal  column,  accoi-d- 
ing  to  the  weight  it  has  to  bear,  and  the  soft- 
ness and  pliability  of  the  several  segments. 
Forward  curvature  is  called  lordoBla,  back- 
ward curvature  kyphosis,  and  lateral  curva- 
ture acoliosls.  In  kyphosis  of  the  thoracic 
vertebrae,  the  ribs  are  pushed  together  and 
the  sternum  is  bent  at  an  angle.  In  addition 
to  this,  the  lateral  parts  of  the  ribs  are  forced 
in,  or  even  sliarply  bent,  by  atmospheric 
pressure  during  inspiration,  and  by  the  weight 
of  the  body  when  recumbent  on  the  side.  In 
the  pelvis  (Fig.  79)  the  base  of  the  acetabu- 
lum yields  to  the  pressure  of  the  head  of  the 
femur,  and  is  forced  toward  the  interior  of  the  pelvis,  while  the 
symphysis  pubis  is  pressed  outward  and  forward.  In  the  erect 
posture  the  promontory  of  the  sacrum  sinks  downward  (a),  and 
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the  iliac  crests  are  bent  by  the  traction  of  the  muscles  attached 
to  them.  These  distortions  give  rise  to  various  degrees  of  con- 
traction and  deformity  of  the  pelvis,  which  are  often  increased 
by  shrinking  and  atrophy  of  its  several  bones.  Bending,  angular 
yielding  (Fig.  80),  and  fracture  are  of  frequent  occurrence  in  the 
bones  of  the  extremities. 

When  the  weight  borne  by  the  bones,  or  traumatic  injury,  gives 
rise  to  curvature,  angularity,  or  fracture,  new  bony  tissue  may 
be  formed  even  though  halisteresis  is  still  in  progress,  and  fract- 
ures may  thus  become  consolidated  by  the  development  of  well- 
defined  callus.  In  curvature  of  the  long  bones  the  new-formation 
of  osseous  tissue  on  the  convex  parts  of  the  curve  is  often  very 
considerable  (Fig.  80  d).  One  difference  between  this  new- 
formation  and  osseous  repair  in  healthy  persons  (Arts.  44  and  45) 
is  that  in  the  former  case  the  new  tissue  becomes  calcified  only 
in  part,  namely  in  the  centre  alone  of  the  bony  trabeculae,  and 
persists  for  a  long  time  in  the  condition  of  osteoid  or  semi-cartilag- 
inous tissue.  This  new  osteoid  tissue  is  readily  distinguished 
from  the  old  and  decalcified  tissue  by  the  fact  that  the  former 
contains  large  bone-corpuscles  with  well-developed  cells,  and  that 
its  matrix  has  a  different  structure.  New  osteoid  tissue  is  not 
infrequently  formed  in  bones  that  have  not  perceptibly  bent  or 
yielded. 
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CHAPTER  XVI 


REGENERATION  AND  HYPERTROPHY 

44.  The  osseous  part  of  the  skeleton,  when  it  has  reached  its 
full  development,  is  a  structure  that  cannot  be  increased  in  size 
by  the  intercalation  of  new  tissue  between  the  elements  of  the 
old.  The  theory  set  forth  by  many  authorities  (Wolff,  Gud- 
den),  and  maintained  even  in  recent  times,  that  the  osseous  tis- 
sues are  capable  of  increase  by  expansive  or  interstitial  growth, 
can  at  most  be  admitted  in  the  case  of  bones  that  have  not  yet 
attained  their  maturity.  The  mature  bone  grows  only  by  the 
apposition  or  addition  of  new  bony  elements  outside  the  old,  and 
even  when  the  medullary  cavity  of  the  bone  appears  to  grow  wider 
it  is  only  because  apposition  of  bony  matter  on  the  exterior  is 
accompanied  by  resorption  of  the  interior. 

Ne'w  osseous  tissue  is  formed  by  the  periosteum,  by  the 
marrow,  and  by  the  diaphysial  and  epiphysial  cartilages.  It  is 
the  internal  stratum  of  the  periosteum,  variously  described  as 
the  cambium  layer  (Billroth),  proliferous  stratum  (Virchow), 
osteoplastic  stratum  (Strelzoff),  or  periosteal  marrow  (Ran- 
vier),  that  normally  produces  bone,  although  this  power  is  not 
entirely  lacking  in  the  outer  layer.  From  its  mode  of  origin,  the 
inner  periosteal  layer  is  equivalent  in  its  nature  and  structure  to 
the  bone-marrow,  and  is  for  the  most  part  in  unbroken  continuity 
with  it. 

The  bony  tissue  that  developes  from  the  marrow  and  the  peri- 
osteum begins  either  as  a  purely  cellular  structure  or  as  a  tissue 
that,  before  its  ossification,  is  composed  of  cells  embedded  in  a 
hyaline  or  fibrillated  matrix.  The  process  of  ossification  con- 
sists essentially  in  the  conversion  of  certain  parts  of  the  prelim- 
inary structure,  destined  to  form  the  substratum  of  the  bone,  into 
a  dense  tissue  containing  lime-salts,  while  the  remaining  cells  not 
thus  utilised  become  enclosed  within  peculiar  stellate  cavities  in 
the  osseous  matrix  and  are  termed  bone-corpuscles. 

In  the  formation  of  bone  from  the  cartilages  of  the  diaphyses 
and  epiphyses  the  cartilage  is  almost  entirely  absorbed  by  the 
adjacent  medullary  tissue,  and  the  new  bone  is  derived  essentially 
from  the  cells  of  the  marrow  (Art.  64). 

The  production  of  new  bone  under  pathological  conditions  is 
exactly  similar  to  the  normal  process  of  ossification.     Most  fre- 
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quently  the  production  is  effected  by  the  aid  of  osteoblasts  or 
bone-forming  cells  derived  from  the  periosteal  or  medullary  cells, 
which  multiply  by  karyo kinetic  subdivision. 

When  the  new  osseous  formation  is  designed  merely  to 
strengthen  existing  trabecular  the  osteoblasts  are  grouped  on 
the  surface  of  the  old  bone  in  the  form  of  a  close  fiinge  or  border, 
and  are  distinguishable  by  their  size  and  their  clear  vesicular 
nuclei  (Fig,  81  c).  The  osteoblasts,  at  the  expense  of  the  greater 
portion  of  their  protoplasm,  then  give  rise  to  a  dense  fibrillated 
connective-tissue  framework  or  matrix,  which  contains  small  stel- 
late cavities,  the  so-oalled  bone-corpuscles.  These  cavities  remain 
open,  and  are  occupied  by  such  of  the  osteoblasts  as  are  not  used 
up  in  the  formation  of  the  matrix  (Fig.  81  b).  By  the  deposition 
of  lime-salts  in  the  matrix  the  newly-formed  tissue  receives  the 
characters  and  appearance  of  bone,  and  forms  a  new  lamella  on 
the  surface  of  the  old  (ft),  the 
cells  it  encloses  representing  the 
residual  osteoblasts. 

When  fresh  trabeeulae  are  to 
be  formed  in  the  periosteum  or 
the  marrow,  and  these  structures 
are  in  process  of  proliferation, 
the  osteoblasts  group  themselves 
within  the  cellular  germinal  tis- 
sue in  rows  and  clusters  of  various 
sizes.  Between  them  is  formed 
a  dense  fibrillated  matrix,  stained 
red  by  carmine  (Fig.  82  e/  and 
Fig,  83  c),  which  encloses  the  re- 
maining osteoblasts  within  irregu- 
larly-branched or  stellate  spaces.  aounm.xjuu) 
The  tissue  so  built  up  erows  more  ■■  "'"'  ^"'l" 

_  1  !■!       1  ■      ..      J  0    newly-formed  lamella 

and  more  like  bone  in  texture,  «  csteobiaau 

and  isaccordinglytermed  osteoid 

tisane.     When  it  is  intiltrated  with  lime-salts  it  is  converted  into 

osseous  tissue,  the  thickness  of  which  may  afterwards  be  greatly 

increased  by  the  apposition  of  new  bone,  elaborated  by  layers  of 

osteoblasts  (Fig.  82^). 

The  tissue  formed  by  the  proliferous  periosteum  or  marrow  not 
infrequently  in  the  first  instance  resembles  cartilage  (chondroid 
tisane);  this  may  afterwards  be  converted  into  osteoid  tissue,  or 
may  develope  into  well-formed  cartilage  (Fig.  84  b). 

The  formation  of  cartilage  (J)  from  the  proliferous  germinal 
tissue  is  characterised  by  the  appearance  of  a  hyaline  matrix 
between  the  formative  cells  or  chondroblaats.  The  hyaline 
matrix,  when  treated  with  haematoxylin,  takes  a  reddish-violet  or 
purple  stain  (Fig.  84  /).  The  persisting  chondroblasts  (d)  are 
ultimately  enclosed  within  rounded  cavities,  about  which  the 
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matrix  becomes  somewhat  condensed  and  so  forms  a  sort  of 
capsule. 

The  newly-formed  cartilage,  except  in  the  case  of  chondromiita, 
is  usually  short-lived,  and  is  soon  transformed  into  osseous  tissue 
or  iuto  marrow.  This  change  is  always  preceded  by  the  penetra- 
tion of  blood-vessels  into  the  substance  of  the  cartilage  (Fig. 
85  c),  accompanied  by  the  formation  of  processes  of  cellular 
medullary  tissue  (d  c).  Some  of  the  marrow-cells  come  with  the 
ingrowing  blood-vessels ;  others  are  derived  from  the  cartilage 
itself  (t  k"),   which    in   the  neighbourhood  of   the   blood-vessels 

-^       )■     ■  ^  "^      »*      >-     ■  ■    »      ^  ■•  >4^ 
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breaks  up  and  becomes  proliferous.  If  the  cartilage  is  not  in  this 
way  entirely  di8|)ersed  and  displaced,  its  remnants,  reduced  to  a 
few  tnibeculae,  are  transformed  into  osteoid  tissue  (Fig.  85  y) 
and  then  into  true  bone,  whose  trabeculae  may  afterwards  receive 
appositional  increments  from  the  action  of  osteoblasts  (Fig,  85  ff"). 
In  a  similar  manner  epiphysial  cartili^e,  whose  physiological 
growth  has  ceased,  is  transformed  into  Itnne.  The  formation  of 
bone  in  this  case  is  likewise  preceded  by  the  development  of 
medullary  processes  and  spaces,  originating  either  in  an  ingrowth 
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of  marrow  from  adjacent  parts,  or  in  preliminary  dissolution  and 
subsequent  proliferation  of  the  cartilage  itself. 


a    exIoniBl  fibroni  layer  of  the  perios- 
b    germiiuU  tlniia 


c    osteoid  tissue 
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e    medullary  tisane 


Bone-fonnation  also,  and  not  infrequently,  occurs  in  mature 
tissues  that  have  ceased  to  be  proliferous,  their  substance  under- 
going  metaplastic   transformation.     When   connective   tissue   is 
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thus  changed  into  osseous  tissue,  the  steps  of  the  process  are 
these:  Iq  a  particular  region  the  fibrous  groundwork  of  the  tissue 
(Fig.  86  a)  becomes  more  condensed  (6).  and  lime-salts  are  de- 
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posited  in  it  (<?)  ;  the  connective-tissue  cells  (cZ)  are  then  by- 
degrees  enclosed  in  irregularly-shaped  cavities,  and  thereby 
become  converted  into  bone-corpuscles  (rfj). 

Since  the  time  when  it  was  conclusively  ascertained  that  bones  grow  by 
apposition,  various  writers  (Ollier,  Humphry,  Virchow,  Strelzoff,  Gud- 
DEX,  J.  Wolff,  Volkmann,  Hueter,  Ruoe,  Egoer,  and  others)  have  main- 
tained that  growth  may  likewise  take  place  interstitially.  They  have  sought 
to  prove  this  by  various  methods,  including  the  microscopic  examination  of 
growing  bones,  the  insertion  of  pegs  or  the  piercing  of  drill-holes  at  various 
points  in  their  length,  and  the  iixing  of  rings  and  metal  discs  beneath  the 
periosteum.  None  of  these  methods  have  however  sufficed  to  demonstrate 
that  interstitial  growth  actually  takes  place  in  bones  that  have  already  attained 
maturity. 

According  to  Kolliker,  three  varieties  of  bone  may  be  distinguished  in  the 
skeleton,  namely,  (1)  true  lamellar  bone  in  the  Haversian  systems;  (2^  lamellar 
bone  with  Sharpey's  fibres,  in  the  intermediate  or  fundamental  lamellae  of  the 
long  bones ;  and  (3)  true  fibrous  or  membrane  bone  in  the  flat  bones  of  the 
skijul. 

The  lamellar  bone  is  produced  by  osteoblasts,  and  consists  entirely  of  a 
gelatine-yielding  calcified  fibrillated  substance,  without  any  cementing  material. 
The  bundles  of  fibrils  form  by  their  apposition  continuous  layers  or  sheets,  and 
in  contiguous  layers  may  run  parallel  or  decussate  with  each  other. 

The  lamellar  bone  with  Sharpey'a  fibres,  or  lamellar  fibrous  bone,  consists 
of  true  lamellar  osseous  tissue  formed  by  osteoblasts,  and  of  non-calcified  fibrous 
bundles,  or  Sharpey's  fibres,  which  originate  from  the  periosteum.  The  com- 
pact substance  of  the  long  bones  in  the  foetus  and  in  young  children  contains 
a  remarkable  mesh-work  of  ramifying  and  interwoven  Sharpey's  fibres,  and  has 
therefore  been  called  plexifonn  osseous  tissue  (Ebner).  True  fibrous  bone 
arises  from  connective  tissue  and  cells,  the  connective-tissue  matrix  becoming 
entii-ely  calcified. 

Reference%  on  the  Structure  and  Regeneration  of  Bone. 

Adamkiewicz:  Bone-grafting  Wien,  Aknd.  Anzeiger  ji^yilBOQ 

Ba-fardi:  Repair  of  fractures  iV/o/e«cAo//V  Untersuch.  xii 

Barth  :  Implantation  of  bone  Zieglers  Beitrdge  xvii  1895 

Bonome:  Regeneration  of  bone  V,  A.  100  1885 

Bruns:  Transplantation   of  bone-marrow  A.  f.  klin.  Chir.  xxvi;   Die  Lehre 

von  den  Knochenbriichen  Stuttgart  1886 
BuscH :  New-formation  of  bone  A../,  klin.  Chir.  xxi,  and  D.  Z,  f.  Chir.  x 
Ebner  :   Wiener  Silzungsber.  lxxii  Vienna  1875 
Flourexs  :  Le  developpement  des  os  Paris  1842 ;  Theorie  exp.  de  la  formation  des 

08  Paris  1847 
Gcdden  :  Das  Schdddwachsthum  Munich  1874 
Haab  :  Growth  of  bone  Unters.  Zurich,  path.  Inst,  iii  I^eipzig  1875 
Humphry  :  Growth  and  repair  of  bone  Med. -chir.  Trans.  London  xxxvi,  xli, 

XLiv,  XLV;  Joum.  of  Annt.  xiii  1878 
Kolliker:  Die  normale  Resorption  d.  Knochengewehes  Leipzig  1873;  Structure 

of  bone  Wiirzburger  phys.-med.  Sitzungsher.  1886,  and  Z.  f.  toiss.  Zoologie 

XLIV  1887;  Gewehelehre  des  Menschen  i  Leipzig  1889 
Krafft  :  Histogenesis  of  periosteal  callus  Ziegler*s  Beitrdge  1 1886 
Lanoer:  Das  Uefdsssystem  der  Hdhrenknochen  Vienna  1875 
Laurent  :  Recherches  sur  la  greffe  osseuse  Brussels  1893 
Mace  wen:  Bone-grafting  Proc.  Roy.  Soc.  xxxii  London  1881 
Mo88b:  Heteroplastic  gruts  of  bone  A.  de  mtd.  exp.  1894 
OoBTOK :  Joum.  of  A  not.  xii  1877 


160  REGENERATION   AND   HYPERTROPHY  [CHAP.  XVI 

Ollier  :  Traite  de  la  regeneration  des  os  Paris  1867 ;  Osseous  grafting  in  man 

A,  de  physioL  1889;    Surgical  osteogenesis  Verh,  internat,  med.  Congr.  in 

Berlin  1891 
ViBCHOw:   V,  A,  13  1858;    Cellularpathologie  4th  edition  1871;  BerL  klin, 

Woch.  1875 ;  Krankhafte  GeschwiUste  ii 
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45.  When  the  continuity  of  a  bone  is  interrupted  by  traumatic 
injury,  so  that  fracture  or  fissure  is  caused,  proliferation  of  the 
cells  of  the  periosteum  and  marrow  is  speedily  set  up,  and  in  the 
course  of  a  few  weeks,  if  the  wound  remains  uninfected  and  free 
from  suppuration,  results  in  the  repair  of  the  fracture.  The 
newly-formed  osseous  material  which  unites  the  fragments  of  the 
bone  is  termed  callus ;  according  to  its  source  it  is  distinguished 
as  exterior  or  periosteal,  interior  or  myelogenous,  or  intermediary 
callus.  Immediately  after  the  injury  by  which  a  bone  is  splintered, 
or  broken  transversely  or  obliquely,  the  ends  of  the  fragments 
(Fig.  88),  as  well  as  such  splinters  as  may  have  been  broJken  oif 
from  them  (Fig.  88  6),  are  usually  more  or  less  displaced  in  rela- 
tion to  each  other.  The  periosteum  is  generally  torn  at  the  seat 
of  fracture  and  in  part  stripped  from  the  bone;  while  the  neigh- 
bouring soft  parts  are  also  torn  and  crushed  to  a  varjing  extent. 
A  certain  amount  of  blood  is  extravasated  into  the  bone-marrow 
and  the  surrounding  tissues. 

As  a  result  of  these  lesions  inflammation  sets  in  soon  after  the 
injury  is  inflicted,  so  that  the  tissues  are  infiltrated  with  liquid 
in  the  first  place  and  later  on  with  extravasated  cells.  The  peri- 
osteum accordingly  appears  reddened  and  swollen  during  the  first 
few  days  after  the  fracture.  Its  fibrous  layers  are  distended  and 
separated  by  albuminous  liquid,  and  small  round-cells  appear  here 
and  there  through  its  texture  (Fig.  87  g).  Similar  changes  occur 
in  the  tissues  contiguous  to  the  periosteum,  as  well  as  in  the  parts 
where  the  marrow  is  torn.  After  the  second  day  cells  can  be 
detected  which  contain  fragments  of  disintegrated  blood-corpus- 
cles, leucocytes,  and  the  detritus  of  damaged  tissue. 

In  simple  fractures  the  inflammation  at  no  time  reaches  a  high 
degree  of  intensity.  After  a  few  days  the  inflammatory  symp- 
toms usually  decrease;  at  the  end  of  the  fifth  or  sixth  day  the 
number  of  extravasated  leucocytes  in  tlie  tissues  is  small,  and 
unless  the  damage  has  been  severe  they  usually  disappear  entirely 
within  the  next  few  days. 

On  the  second  day  after  the  fracture  the  first  signs  of  prolifer- 
ation show  themselves  in  the  cells  of  the  periosteum  and  of  the 
bone-marrow.  Here  and  there  the  cells  and  nuclei  become  swollen 
(Fig.  87  a),  and  the  various  forms  of  karyokinetic  nuclear  divi- 
sion follow  in  their  regular  order  (6  c).  During  the  next  few 
days  the  number  of  proliferous  cells  increases,  and  at  the  same 
time  the  endothelium  of  the  blood-vessels  ((2)  undiergoes  active 
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proliferation.  By  the  third  or  fourth  day  the  osteoblastic  layer 
of  tlie  periosteum  has  been  tnuisformed  into  a  highly-vascular 
germinal  tissue  (Fig.  87)  consisting  of  somewhat  large  poly- 
morphous cella.  Some  of  these  exhibit  karyokinetie  figures,  and 
all  are  embedded  in  a  homogeneous  or  fibrillated  matrix,  enclos- 
ing isolated  leucocytes.  The  blood-vessels  are  frequently  almost 
occluded  by  their  proliferous  endothelial  cells. 

The  cells  of  the  external  layer  of  the  periosteum  also  undergo 
proliferation;  but  here  the  fibrous  structure  of  the  membrane 
remains  visible  throughout. 

From  the  fourth  day  onward  the  germinal  tissue  begins  to 
be  differentiated.  In  the  layers  nearest  to  [he  bone  appear  little 
patches,  that  presently  unite  into  ^rabeoulae  of  osteoid  and  occa- 
sionally of  chondroid  tissue  (Fig  SS  c  d  and  Fig  84).  These 
patches  and  trabeculae  are  after  a  short  time  transformed  into 
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osseous  tissue.  The  highly-vascular  germinal  tissue  lying  be- 
tween these  cellular  aggregations  retains  its  loose  structure,  and 
by  degrees  assumes  the  characters  of  bone-marrow.  In  the  course 
of  the  next  few  days  the  number  of  osteoid  trabeculae  forming 
on  the  broken  surfaces  steadily  increases,  and  by  the  end  of  the 
first  week  the  extremities  of  the  two  fragments  are  covered  with 
a  multitude  of  young  osteophytes  (Fig.  88  d  d^  and  osteoid 
trabeculae  («  e,). 

The  region  of  periosteal  osteophytic  growth  in  the  long  bones 
alwajrs  extends  for  some  distance  toward  the  epiphyses,  and  in 
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such  a  manner  that  the  proliferation  is  greatest  nearest  the  seat 
of  fracture  and  decreases  gradually  as  it  recedes  from  this  point. 

In  the  neighbourhood  of  the  fractured  ends  the  periosteal 
germinal  tissue  may  be  in  the  first  instance  transformed  more 
or  less  completely  into  hyaline  cartilage  (Fig.  88/);  this  how- 
ever is  only  temporary,  and  is  soon  changed  into  spongy  bone 
(Fig.  85).  Sometimes  fibrous  connective  tissue  is  formed  in 
small  patches,  but  this  too  is  later  on  elaborated  into  osseous 
tissue. 

The  new  tissue  which  developes  from  the  inner  layer  of  the 
periosteum  generally  gives  rise  at  first  to  a  spindle-shaped  swell- 
ing of  the  periosteum  over  the  ends  of  the  broken  bone.  Usually 
during  the  second  or  third  week  the  proximal  and  distal  frag- 
ments are  bridged  over  by  the  periosteal  proliferation,  and  as 
the  development  of  firm  osseous  trabeculae  proceeds,  the  sepa- 
rated fragments  are  again  united.  If  splinters  have  been  detached 
(Fig,  88  6)  but  not  deprived  of  vitality,  they  are  joined  to  the 
ends  of  the  bone  by  osseous  trabeculae  that  grow  between  them 
or  cover  them  over.  While  the  outer  periosteal  callus  is  thus 
being  formed,  an  internal  myelogenous  callus  (Fig.  88  g)  usually 
developes  at  the  same  time  in  the  marrow.  The  process  is  as 
f oUows :  the  proliferous  osteoblasts  form  trabeculae  (A) ;  these  are 
then  transformed  into  osteoid  tissue,  and  finally  into  osseous  tissue. 
The  inner  callus  is  generally  much  less  bulky  than  the  outer,  and 
may  under  certain  conditions  be  represented  merely  by  a  few 
trabeculae. 

The  intermediary  callus  that  forms  between  the  fragments  is 
almost  entirely  produced  by  the  ingrowing  of  the  external  peri- 
osteum. 

At  a  very  early  stage  processes  of  resorption  are  set  up  both 
in  the  old  and  in  the  newly-formed  bone.  As  regards  the  former, 
the  jagged  ends  of  the  fragments  (k)  and  the  separate  splinters 
(6)  are  absorbed.  In  the  course  of  some  months,  after  union  has 
taken  place,  the  portion  of  the  callus  which  is  unessential  to  the 
function  of  the  bone  is  again  removed.  A  certain  amount  of 
involntion  also  occurs  in  the  callus,  and  those  trabeculae  which 
are  especially  exposed  to  mechanical  stress  are  thickened  by 
apposition.  In  the  old  bone  those  parts  which  have  become  use- 
less by  reason  of  their  altered  statical  conditions  (Wolff)  are 
absorbed.  After  months  or  years  the  texture  and  form  of  the 
fractured  bone  thus  approach  very  nearly  to  their  original  condi- 
tion, and  the  boundary  line  between  the  old  and  the  new  bone 
disappears,  so  that  in  cases  where  there  has  been  but  little  dis- 
placement of  the  ends,  the  line  of  fracture  may  be  marked  only 
by  an  inconsiderable  thickening  (Fig.  89  aft).  In  cases  where 
the  dislocation  of  the  broken  ends  has  been  more  pronoimced, 
greater  deformity  of  course  remains. 

At  the  same  time  that  resorption  takes  place  in  the  outer 
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callus,  processes  of  involution  are  set  up  in  the  indurative  thick- 
ening of  the  connective  tissues  of  the  contiguous  soft  pai'ta,  which 
usu^ly  accompanies  tlie  liealing  of  the  fracture. 

The  bulk  of  tlie  callus  varies  greatly  in  different  cases,  and 
depends,  apart  from  the  individual  peculiarities  of  the  patient, 
upon  the  nature  of  the  osseous  tissue  at  the  seat  of  fracture,  upon 
the  size  of  the  bone,  and  upon  tlie  kind  of  fracture.  The  greatest 
amount  of  callus  forms  iu  fractures  through  the  diaphyses  of  the 
long  bones.  The  callus  is  much  smaller  in 
fractures  near  the  epiphysial  ends  of  the 
long  bones,  in  the  small  cancellous  bones, 
and  in  the  flat  bones,  such  as  tlie  scapula, 
innominate,  and  cranial  bones.  In  the  lat- 
ter case  the  external  callus  is  very  small 
indeed,  and  scarcely  shows  above  the  sur- 
face ;  it  may  afterwards  be  entirely  ab- 
sorbed. The  fissure  between  the  edges  of 
the  fragments  is  often  incompletely  bridged 
over  by  osseous  tissue.  In  fractures  which 
extend  from  the  diaphysis  into  a  joint,  the 
extra-capsular  callus  is  strongly  developed, 
while  the  intra-capsular  callus  is  scanty. 
In  some  cases,  the  joint  is  bridged  over  by 
osteophytes  arising  from  the  extra-cajtsular 
callus. 

In  incomplete  fractures,  by  which  tlie 
continuity  of  the  bone  is  only  in  jKirt  in- 
terrupted, and  no  portion  is  entirely  sev- 
ered from  it«  connexions,  the  formation  of 
callus  is  limited.  The  like  holds  for  'green- 
stick'  fracture  of  the  long  bones,  dinting 
or  depression  of  the  flat  bones,  contusion 
or  crushing  of  the  spongy  bones,  and  for 
'mple   cracks   or   splittings   of   bones   in 
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Ihe  tibia  and  fibula  conditions  being  equal,  upon  the  amount 
of  separation  and  upon  the  number  of 
fragments.  The  callus  is  least  when  the  separation  is  so  slight 
as  not  to  tear  the  periosteum.  It  is  very  much  greater  when  there 
is  marked  lateral  displacement,  or  overlapping  of  the  fragments 
in  the  longitudinal  direction,  and  when  the  displaced  fragments 
meet  at  an  angle  (Fig.  90).  A  comminuted  fracture  with  much 
splintering  requires  a  greater  amount  of  callus  for  its  repair  than 
does  a  simple  transverse  or  oblique  fracture. 

If  splinters  of   bone  are   broken   off   and   widely  separated. 
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union  between  them  and  the  bone  may  not  take  place.  Necrotic 
fragments  produce  and  keep  up  an  inflammatory  irritation,  which 
huitii  until  they  are  absorbed.  Living  fragments  that  preserve 
their  periosteal  covering  may  increase  in  size  tlirough  apposition ; 
but  they  are  ultimately  absorbed.  Fragments  enclosed  in  the 
callus  are  either  thickened  by  apposition  or  rarefied  by  resorption, 
their  fate  de[>ending  on  wlietlier  or  not  they  are  capable  of  sub- 
serving the  statical  function  of  the  restored  bone. 


(Reduced  about  ont-haff) 
a    thontclc  Tertebraa 
b    lumbar  Tertcbrae 

c    callns  tanaed  on  the  lower  bait  of  the 
fractured  fint  Inmbst  Tertebrs 


d  upper  portlim  o(  llie  flrsl  luuiliar  ver- 
tebra, torn  and  ilislocaled  furwarde 
and  dnwiiwards,  and  united  by  osse- 
ous bridges  to  the  anterior  Buriace  of 
the  second  and  third  lumbar  vertebrae 


When  contiguous  bones,  such  as  the  tibia  and  fibula,  are  broken, 
the  tissue  produced  by  the  proliferation  of  the  torn  periostea  may 
coalesce,  and  so  lead  to  the  formation  of  a  synoBtosis  (Fig.  89  c). 

If  the  ends  of  the  fragments  are  widely  separated  by  the 
traction  of  muscles  (as  in  transverse  fracture  of  the  patella  and 
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fracture  of  the  olecranon)  or  otherwise,  or  if  the  fragments  are 
continually  subject  to  relative  diBplacement,  bony  union  may  fail 
to  take  place.  This  may  happen  when  soft  parts  are  caught 
between  the  ends  of  the  fragments,  as  sometimes  occurs  at  the 
upper  extremity  of  the  humerus  and  femur  ;  or  when  one  of  the 
fragments  is  ill-nourished  and  possesses  little  osteoplastic  tiaaue. 
The  latter  condition  arises  chiedy  in  the  case  of  intra-capsular 
fractures,  and  more  particularly  in  intra-capsular  fracture  of  the 
neck  of  the  femur  (Fig.  92).  Senile  debility 
and  marasmic  conditions  of  the  body  may  delay 
the  formation  of  callus.  Lastly,  even  in  per- 
fectly healthy  patients,  osseous  union  some- 
times fails. 

When  the  ends  of  the  fragments  are  im- 
movably united  by  firm  fibrous  bands  (Fig. 
91  (?)  instead  of  by  bone,  a  pathological  eyndes* 
mosiB  is  formed  ;  but  when  the  union  of  the 
fragments  is  looser  and  more  or  less  movable  a 
false  joint  (Fig.  92)  or  pBettdo-ajthrosis  is 
the  result.  In  many  cases  the  pseudo- arthrosis 
consists  of  a  loose  ligamentous  mass  uniting 
the  fragments,  and  this,  by  a  gradual  change  of 
form  in  the  ends  of  the  bone,  may  form  a  new 
joint  or  nsaithrosis.  In  such  cases  a  false 
head  (Fig.  92  ti)  and  acetabulum  (e)  may  be 
produced,  the  opposed  surfaces  being  covered 
with  dense  connective  tissue,  or  in  rare  in- 
stances with  cartilage,  and  the  periphery  of  the 
surfaces  of  contact  being  invested  with  a  sort 
of  capsule  (/). 

Other  things  being  equal,  the  duration  of 
the  process  of  repair  in  a  given  fracture  depends 
upon  the  size  of  the  bone.  According  to  Gdrlt, 
the  average  time  required  for  the  healing  of  a 
broken  digital  phalanx  is  two  weeks  ;  of  a  rib, 
three  weeks  ;  of  a  forearm,  five  weeks ;  of  an 
upper  arm,  six  weeks ;  of  a  tibia,  seven  weeks ; 
of  a  femur,  ten  weeks  ;  and  of  the  neck  of  the 
femur,  twelve  weeks.  In  children,  the  process 
is  much  more  rapid.  In  children  under  two 
years  of  age,  the  majority  of  fractures  unite  in  from  two  to  three 
weeks.  Sometimes  in  otherwise  perfectly  sound  patients  the 
healing  is,  for  some  unknown  reason,  unduly  delayed. 

Pieces  are  sometimes  resected  from  the  shaft  of  a  bone  by 
surgical  operation,  or  the  articular  ends  of  two  bones  are  removed 
and  the  resected  ends  fitted  together ;  in  such  cases  the  result  may 
be  eitlier  bony  union  or  the  formation  of  a  new  joint. 


(Tao-lkirdt   of  Iht 

natural  litf) 
a    loireT  fragment 
h    upper  frsRinent 
c    iyndesmueis 
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{Thrte-fi/ths  of  the  natural  iiie) 
a    ihaft  ol  the  temor  d    rouniled  lurtace  of  fractured  neck  at  the  remuT 

b    bead  of  the  temnT  e    smooth  concAve  surface  of  fractured  head  of  the  femur 

c    aeetabolmii  /   fibrous  bands  forming  part  of  a  new  capsnle 

46.  In  many  cases  the  production  of  new  bone  must  be 
regarded  as  a  purely  reparative  process,  as  for  example  after 
fracture  or  resection,  where  the  new  bone  firmly  reunites  the 
severed  portions.  In  other  cases  the  formation  of  new  osseous 
tissue  leads  to  hypotrophy  of  the  bone.  Of  this  nature  is  the 
proliferation  which  accompanies  inflammation  (Chaps,  xvt  and 
XTll).      In  growing   bones   hypertrophy   sometimes    makes   ita 
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appearance  without  any  recognisable  cause  (Chap,  xviii).  In 
other  cases  tlie  increased  pruuuction  of  bone  is  referable  to  the 
presence  in  the  blood  of  certain  chemical  subatancea,  such  as 
phosphorus  and  arsenic.  New  bone  is  also  frequently  produced 
in  the  neighbourhood  of  tumours  of  the  marrow  or  periosteum, 
or  it  may  develope  in  the  mass  of  the  tumour  itself. 

When  by  long-continued  periosteal  antl  endosteal  hyperplasia 
a  bone  increases  greatly  in  size,  the  condition  is  termed  hypmr- 
ostOBiB.     The  term  osteosclerosis  is  applied  to  that  condition  iu 
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FlO.  as.     Rkbijbption  . 

(,From  the  neif/liboiirhooil  of  a  nirlntlalic  caiicer-n^d",  in  the  diaphytii  of  the  h>a. 

prtparatioH  hardened  in  StUller'i  fluid  atid  alcohol,  dtcatcified  with  picric  acid, 
ttained  with  hiitmaloinlia,  and  mounted  in  Canada  baham  :  X  50) 
a    rortiral  layer  ol  the  humerus  d   osteoblaettt 

b    normal  Ha vetaian  ranal  e    osteoclasia  and  Howahlp'R  lacnnae 

c    dilated   Haveraian   oual  with  wide         /   cancer-nodes 

blood-vess«la  g   etroma  of  the  cancer 

which  the  medullary  spaces  of  a  spongy  bone  are  encroached  upon 
by  the  dejiosition  of  osseous  tissue  ui>on  the  old  trabeculae,  or 
by  the  formation  of  new  ones,  so  that  the  cancellous  tissue  becomes 
close  and  dense  in  texture.  Circinnscribed  osseous  deposits  in  the 
interior  of  a  bone  are  termed  enostoses ;  small  circumscribed  peri- 
osteal deposits  are  termed  osteophytes;  larger  ones,  exostoses. 
The  latter  develope  at  the  point  of  insertion  of  tendons,  and  near 
the  attachment  of  cartilages.  Wlien  exostoses  developed  from  the 
outer  layer  of  the  periosteum  are  not  firmly  united  to  the  bone, 
tliey  are  known  as  movable  exostoses.     Extensive  formations  of 
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osseous  tissue  ou  the  exterior  of  a  bone  are  spokeu  of  as  pwi- 
OBtoass.  All  these  formations  arise  chicHy  in  connexion  with 
inflammations;  but  they  may  be  produced  without  demonstrable 
cause.  Osseous  tissue  developed  from  a  cartilaginous  basis  is 
termed  chondroid  exostosis.  Some  exostoses  are  produced  with- 
out passing  through  a  cartilaginous  stage,  and  are  known  as 
Sbroid  exostoses.  Very  frequently  the  processes  of  bone- 
resorption  and  bone-apposition  are  combined,  and  the  latter  may 
either  precede  or  follow  the  former. 

Thus  a  tumour,  developing  in  the  interior  of  a  bone  (Fig.  98 
f  g~)  may  by  lacunar  resorption  occasion  the  disappearance  of  the 
adjoining  bony  substance ;  while  apposition  of  bone  takes  place 
simultaneously  in  the  Haversian  canals  beyond,  and  in  the  perios- 
teum, either  by  the  deposition  of  osteoblasts  (d)  on  the  old  bone, 
or  by  the  formation  of  new  periosteal  trabeculae.     The  result  is 
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that  as  the  tumour  grows  and  the  old  bone  entirely  disappears, 
although  the  growth  rises  above  the  former  surface,  it  neverthe- 
less remains  continually  covered  by  a  surrounding  crust  or  sliell 
of  bony  tissue. 

In  a  similar  manner  the  destruction  of  a  long  bone  by  tuber- 
culous granulations  may  be  accompanied  by  the  deposition  of  new 
bone  on  the  external  surface.  If  this  new  layer  is  in  its  turn  de- 
stroyed, while  fresh  apposition  once  more  takes  place  on  the 
exterior,  the  bone  has  the  appearance  of  dilating,  and  at  the  same 
time  its  walls  become  thinner  (Fig.  94). 

In  a  bone  that  has  been  amputated  or  resected,  resorption  and 
apposition  always  occur  in  the  sawn  or  chiselled  portions;  and  when 
£rom  any  cause  new  osseous  tissue  has  been  formed  at  any  point, 
resorptive  processes  are  probably  always  set  up  in  it  at  a  subse- 
qaent  stage.  In  this  manner,  projecting  osteophj^tes  may  disap- 
pear, and  roughenings  of  the  bony  surfaces  may  become  smoothed 
out  again. 
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CHAPTER  XVn 


INFLAMMATIONS  OF  BONE 


47.  The  acnte  haematogenons  inflammatioiis  of  bone  con- 
stitute a  group  of  aflfections  that  are  most  commonly  produced 
by  pathogenic  micro-organisms,  though  other  noxious  agencies 
mav  also  give  rise  to  them. 

Among  the  infective  diseases  by  which  the  inflammations  of 
bones  and  joints  may  be  induced,  the  following  are  the  most  note- 
worthy :  multiarticular  rheumatic  arthritis,  pyaemia,  scarlatina, 
measles,  typhoid  fever,  relapsing  fever,  dysentery,  small-pox, 
mumps,  gonorrhoea,  and  acute  infective  osteomyelitis  and  peri- 
ostitis. The  latter  disease,  which  originates  from  the  invasion 
of  pyogenic  micrococci,  owes  its  name  to  the  fact  that  the  asso- 
ciated inflammation  of  the  marrow  and  periosteum  forms  a  char- 
acteristic feature  of  the  disease.  In  acute  articular  rheumatism 
inflammation  of  the  joints  appears  as  an  essential  symptom,  and 
is  generally  accompanied  by  inflammation  of  the  endocardium 
and  of  various  serous  membranes.  In  scarlatina,  typhoid  fever, 
measles,  pyaemia,  and  gonorrhoea,  the  inflammations  of  bones 
and  joints  are  not  pathognomonic,  but  occur  as  more  or  less 
frequent  complications;  these  must  accordingly  be  regarded  as 
metastatic  in  their  nature,  inasmuch  as  they  are  due  to  infection 
conveyed  to  the  seat  of  inflammation  from  another  part  of  the 
body. 

In  gonorrhoea  the  joints  only  are  affected  by  metastatic  in- 
flammation; in  relapsing  fever  and  small-pox  we  may  have  osteo- 
myelitis; in  pyaemia,  scarlatina,  measles,  and  typhoid  fever,  both 
ostitis  and  arthritis  may  occur. 

The  signs  of  inflammation  are  primarily  manifested  in  the 
vascular  tissues  of  the  bones,  namely  the  periosteum  and  the  mar- 
row; and,  according  as  it  affects  chiefly  the  one  or  the  other 
tissue,  the  inflammation  is  described  as  perioBtitis  or  OBteomye- 
litiB.  Inflammation  of  the  bone-marrow  or  of  the  cortical  stratum 
of  the  spongy  bones  is  often  termed  OBtitis.  Slight  and  transient 
inflammations  leave  the  substance  of  the  bone  intact,  or  give  rise 
only  to  a  trifling  amount  of  resorption  and  apposition.  Severe 
inflammations  often  terminate  in  caries  and  necroalB  of  the 
osseous  tissue. 
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The  gravest  form  of  acute  inflammation  of  bone  is  acnte 
infective  OBteomyelitis  and  periostitis.  This  disease  makes  its 
appearance  most  frequently  in  young  persons,  and  is  an  infective 
disorder  accompanied  by  fever.  The  inflammation  is  intense  and 
of  a  purulent  or  septic  character;  it  is  usually  confined  to  one  of 
the  long  bones,  but  occasionally  attacks  more  than  one.  The 
femur  is  most  frequently  the  seat  of  the  disease,  then  the  tibia, 
less  often  the  long  bones  of  the  arm,  and  still  more  rarely  the 
short  and  flat  bones. 

The  disease  arises  either  spontaneously,  without  any  manifes- 
tation of  previous  infection,  or  in  association  with  typhoid  fever, 
measles,  or  scarlatina.  Whether  in  the  latter  case  it  is  to  be 
regarded  as  due  to  the  virus  of  the  initial  affection  or  to  a  second 
infection  of  a  specific  kind  cannot  as  yet  be  determined,  although 
the  latter  supposition  is  the  more  probable. 

Micrococci  are  constantly  found  in  true  infective  osteomyelitis, 
8t4iphylococcu%  pyogenes  aureus  and  albus  being  the  forms  most 
frequently  detected  (Rosenbach,  Garr^,  Kraske).  The  dis- 
ease thus  belongs  to  the  group  of  septic  pyaemias. 

The  process  may  originate  either  in  the  marrow  or  in  the 
periosteum,  and  it  is  characterised  by  inflammation  which  leads 
to  suppuration,  sometimes  to  putrid  decomposition  or  gangrene. 
The  infiltration  of  the  periosteum  is  sometimes  confined  to  that 
membrane  itself,  and  sometimes  involves  the  contiguous  loose 
connective  tissue.  When  recent  it  gives  rise  to  redness  and 
swelling  and  occasionally  to  haemorrhages;  in  later  stages  the 
infiltrated  tissues  assume  a  yellow  or  grey  tint.  The  marrow  is 
at  first  hyperaemic  and  at  times  shows  signs  of  haemorrhagic 
infiltration.  Later  on  suppurative  foci  of  a  dirty-yellow  or  grey 
colour  are  formed,  usually  in  the  diaphyses,  but  occasionally  in 
the  epiphyses  also.  In  severe  cases  the  entire  marrow  of  the  dia- 
physis  suppurates,  and  the  Haversian  canals  of  the  cortical  stratum 
may  become  filled  with  pus.  Large  quantities  of  pus  sometimes 
also  collect  between  the  periosteum  and  the  bone.  When  some 
of  the  inflammatory  foci  are  situated  near  a  joint,  this  too  may 
become  inflamed,  and  serous  and  purulent  effusions  are  poured 
out  into  its  cavitv. 

The  disease  frequently  issues  in  hyperpyrexia  and  in  death. 
Metastatic  abscesses  sometimes  result  from  the  septic  inflamma- 
tion and  thrombosis  of  the  veins  of  the  bone-marrow.  Sub-peri- 
osteal  abscesses  may  rupture  externally. 

At  the  seat  of  the  purulent  or  septic  inflammation  there  is 
always  some  necrosis  of  the  bone  (Figs.  95  and  96),  but  cases 
occur  in  which  the  infection  produces  no  suppuration,  so  that 
speedy  recovery  by  re-absorption  of  the  inflammatory  exudation  is 
possible. 

In  the  ffraver  forms  the  course  of  the  disease  depends  primarily 
upon  the  size  and  number  of  the  necrotic  foci.     In  suppuration  of 
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the  entire  marrow  of  the  diaphysis, 
accompanied  by  a  total  separation  of 
the  periosteum,  the  whole  of  the  shaft 
may  become  necrotic.  A  limited  sup- 
puration will  naturally  cause  but 
slight  necrosis  (Fig.  96  a).  Partial 
necroses  (Fig.  95  a)  lie  just  under 
the  periosteum  or  in  the  deeper  parts 
of  the  bone,  according  to  the  situation 
of  the  initial  suppuration.  Necroses 
are  distinguished  as  total  or  partial, 
central  or  superficial,  accortiing  to 
their  size  and  situation. 


a    sequestruin 
Fio.  96.    Nbcbosis  o 


edgea  o(  th«  openfng  to  the  thickened  bone 
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Soon  after  the  commencement  of  suppuration,  granulations 
spring  up  at  the  margins  of  the  affected  region,  and  mark  it  off 
from  the  adjoining  tissue.  At  the  same  time  signs  of  prolifera- 
tion appear  in  the  marrow  and  in  the  periosteum,  indicated  chiefly 
by  the  formation  of  osteoplastic  germinal  tissue  and  of  multi- 
nuclear  osteoclasts.  With  the  appearance  of  the  latter  cells, 
active  resorption  begins  at  the  border  between  the  dead  and 
the  living  tissue,  and  this,  after  the  lapse  of  weeks,  leads  to  the 
separation  of  the  former  from  the  latter.  If  the  inflammation  of 
the  diaphysis  in  a  young  patient  reaches  the  epiphysial  cartilage 
(which  does  not  disappear  until  after  the  nineteenth  or  twentieth 
year),  separation  of  the  epiphysis  (Fig.  96  t?)  results. 

The  separation  of  the  dead  from  the  living  tissue  having  been 
accomplished,  the  bone  encloses  a  suppurating  cavity  or  absceBB 
containing  the  separated  fragment  of  bone,  which  is  known  as  the 
Beqaestnun  (a).  Generally  at  the  same  time  one  or  more  open- 
ings (Fig.  96  b  c)  in  the  bone  are  formed,  which  are  at  first 
covered  over  by  pus-secreting  granulations.  Round  about  the 
openings  masses  of  new  osseous  tissue  of  various  size  have  already 
been  formed,  producing  condensation  or  thickening  of  the  bone. 
When  the  entire  thickness  of  the  bone  has  perished,  the  new  bony 
tidsue  can  arise  only,  except  at  the  ends,  from  the  periosteum. 
In  this  way  it  surrounds  the  sequestrum  on  all  sides  so  as  to 
encase  it  in  a  rigid  sheath  or  Bplint  (Fig.  96  6),  which  holds 
together  the  surviving  fragments.  In  partial  necrosis  new  bone 
is  formed  both  in  the  periosteum  and  in  the  interior  of  the  bone  ; 
in  the  latter  case  the  growth  originates  in  the  marrow.  As  a  rule 
new  bone  is  absent  only  at  the  opening  through  which  the  pus 
from  the  abscess-cavity  makes  its  exit. 

Small  sequestra  may  be  absorbed  in  the  course  of  a  few  weeks 
or  months  :  larger  sequestra  may  for  years  (Figs.  95  and  96)  keep 
up  a  condition  of  inflammation,  and  finally  have  to  be  removed  by 
operation.  Sometimes  they  can  be  extracted  through  openings 
by  which  pus  is  being  discharged ;  but  more  frequently  the 
encasing  splint  of  new  bone  has  first  to  be  chiselled  away.  After 
the  removal  of  the  sequestrum  the  wound  closes  by  granulation 
and  cicatrisation,  and  by  renewed  proliferation  of  the  periosteum 
and  marrow.  When  the  process  is  completed  the  bone  is  covered 
with  osteophytes  and  altered  to  an  irregular  shape,  while  its 
interior  is  partly  condensed  or  sclerotic,  partly  rarefied  or  osteo- 
porotic. By  gradual  apposition  and  resorption  the  bone  in  time 
returns  more  or  less  to  its  normal  condition  ;  but  even  in  the  case 
of  partial  necrosis,  years  may  pass  before  the  cancellous  portion 
regains  its  normal  structure,  and  the  original  loss  of  substance  is 
entirely  made  good.  The  periosteal  thickenings,  and  the  other 
changes  in  the  spongy  and  in  the  cortical  strata,  are  rarely  if  ever 
entirely  effaced. 

The  metastatic  inflammatioiiB  of  bone  which  occur  occasion- 


174  INFLAMMATIONS  OF  BONE  [CHAP.  XVII 

ally  in  pyaemia,  typhoid  fever,  scarlatina,  and  measles  sometimes 
follow  a  clinical  course  similar  to  the  analogous  forms  of  infective 
osteomyelitis  and  periostitis.  Usually,  however,  they  give  rise 
only  to  small  foci  of  suppuration  and  abscesses ;  sometimes  indeed 
(as  in  small-pox)  the  inflammation  of  the  bone-marrow,  or  of  the 
periosteum,  may  be  so  slight  and  transient  as  to  leave  behind  no 
permanent  textural  alteration. 

If  any  of  the  larger  nutrient  arteries  are  occluded  by  emboli 
during  the  metastatic  inflammation,  the  process  may  be  combined 
with  anaemic  necrosis. 

In  recent  years  Ollier,  Schlamoe,  Riedinoer,  Roser,  and  others  (see 
Schlange:  Some  rare  affections  of  bone  Arch,  f.  klin,  Chir,  xxxvi  18H37; 
RiEDiNGER  :  Ganglion  periostale  or  Periostitis  albuminosa  FesUchr.  JUr  A,  van 
Kdliiker  1887;  Roser:  Periostitis  albuminosa  Centralbl. /.  Chir,  1887)  have 
described  certain  mild  forms  of  inflammation  of  the  bones  characterised  by 
the  presence  of  accumulations  of  clear  ropy  albuminous  liquid,  resembling 
synovial  fluid,  under  the  names  of  perioBtitiii  and  OBtitiB  albuminosa.  These 
attack  chiefly  the  larger  long  bones  of  young  persons  between  the  ages  of  15 
and  20,  and  are  unaccompanied  by  fever.  According  to  Garre  the  affection 
is  in  some  cases  onlv  a  slight  form  of  infective  osteomyelitis,  which  as  we  know 
does  not  always  take  a  severe  course,  and  does  not  invariably  lead  to  suppur- 
ation :  it  sometimes  gives  rise  merely  to  transient  inflammatory  disturbance, 
followed  by  the  formation  of  new  bone. 
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Tubby  :  Acate  infectiye  ostitis  Guy's  Hosp,  Reports  xlvii  I^ndon  1890 

Ullmann  :  Osteomyelitis  acuta  Vienna  1893 

Vollkrt:   Albuminous  periostitis    (so-called)    Volhnann*s    Id,    Vortrdge  352 

1890 
WiTZBL :  KnochenentzUndungen  bei  acuten  infect,  Erkrankungen  Bonn  1890 

48.  When  a  bone  is  crushed,  torn,  broken,  or  injured  in  any 
way  by  traumatic  violence,  haemorrhage  and  inflammation  are 
induced  (Art.  45).  These  conditions  rapidly  pass  away,  and  the 
injury  is  repaired  by  regenerative  growth  of  the  periosteum  and 
marrow. 

If  the  traumatic  injury,  such  as  a  fracture,  is  accompanied 
by  simultaneous  perforation  of  the  skin  (compound  fracture), 
whereby  a  communication  is  established  between  the  external  air 
and  the  bone,  and  contamination  of  the  wound  by  pathogenic 
micro-organisms  takes  place,  an  intense  inflammation  is  set  up  that 
completely  perverts  the  process  of  repair. 

In  favourable  cases  pus-secreting  granulations  are  formed  in 
the  wound :  these  cover  over  the  exposed  bone,  and  force  them- 
selves in  between  the  fragments.  After  a  time  new  bone  is 
formed  in  the  periosteal  granulations,  and  repair  may  be  com- 
pleted without  necrosis.  More  frequently,  however,  the  infection 
leads  to  suppuration,  and  wherever  considerable  accumulations 
of  pus  take  place  the  tissues  perish  and  the  bone  over  a  greater 
or  smaller  area  becomes  necrotic. 

In  certain  cases  a  large  part  of  the  marrow  of  the  fractured 
bone  becomes  the  seat  of  suppuration,  and  the  periosteum  also  is 
destroyed  to  a  greater  or  less  extent.  The  suppuration  may 
extend  from  the  bone  to  the  nearest  joint,  to  the  intermuscular 
connective  tissue,  and  so  on.  These  complications  render  the 
course  of  the  affection  similar  to  that  of  haematogenous  purulent 
periostitis  and  osteomyelitis  (Art.  47),  and  tend  to  produce 
sequestra  which  can  be  loosened  and  extruded  from  the  body 
only  by  long-continued  processes  of  resorption.  The  formation 
of  callus  is  tor  the  most  part  limited  to  the  periosteum  surround- 
ing the  necrotic  fragments. 

Such  a  course  of  events  is  specially  characteristic  of  gunshot 
injuries,  of  which  an  open  wound  and  extreme  comminution  of 
the  bone  are  the  usual  concomitants.  It  may  also  however  take 
place  in  amputation-stumps,  when  the  operation-wound  becomes 
septic  and  inflamed  from  the  invasion  of  bacteria. 

Not  infrequently  the  irritant  causing  the  inflammation  pene- 
trates from  the  exterior  into  the  periosteum  and  the  bone,  without 
antecedent  traumatism.  This  generally  happens  when  the  tissues 
contiguous  to  the  bone  are  the  seat  of  inflammation.  But  the 
irritant  sometimes  reaches  the  bone  without  previously  exciting 
inflammation  in  the  immediately  adjacent  structures.  Thus  sup- 
purating ulcers  of  the  scalp  or  of  the  nasal  mucous  membrane, 
purulent  inflammations  of  the  pelvic  connective  tissue,  and  the 
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like,  may  extend  to  the  periosteum  and  marrow  of  the  coatigaotu 
bones,  and  there  set  up  suppuration,  caries,  and  necrosis.  Peri- 
osteal inflammation  is  apt  to  be  set  up  in  a  finger  the  skin  of  which 
has  been  injured  and  infected,  as  in  panaritium  or  whitlow. 

49.  Chronic  inflanunatioiui  of  bone,  apart  from  the  tuber- 
culous, syphilitic,  and  actinomycotic  forms,  are  chiefly  the  result 
cf  acute  inflammations  which  have  induced  conditions  that  give 
rise  to  long- con  tinned  irritation.  This  is  the  case  with  all  haeraa- 
togenoua,  traumatic,  and  metastatic  inflammations  that  issue  in 
necrosis.  The  changes  accompanying  chronic  inflammation  of 
the  periosteum  and  bone-marrow  may  thus  be  inferred  from 
what  has  already  been  described.    Pus-secreting  granulations  are 


Fia.  !r7.   Fhosfbokds-hbcbosib 


(T%e  necrotic  Jam-done  U  tnetoKcd  in  a  iheath  qf  neie  bone:  <\fttr  yov  Scrultbhs- 
Rbchbbrq) 

formed  at  the  seat  of  necrosis,  and  these  surround  and  enclose 
the  central  or  peripheral  sequestrum.  From  the  cavities  thus 
formed  (so-called  cloacae),  fistulous  tracks  or  sinuses  lined  with 
granulations  pass  outward,  and  permit  the  pus  to  escape.  The 
processes  of  resorption  and  apposition  alternate  in  the  rest  of  the 
bone,  and  lead  partly  to  osteoporosis,  partly  to  hyperostosis. 

FhoBphoms-necrosifl  deserves  separate  mention.  This  affec- 
tion makes  its  appearance  among  tlie  workers  in  match- factories, 
and  almost  always  attacks  the  jaw-bones  (Fig.  97),  very  rarely 
ftffecting  the  other  bones  of  the  face.  It  is  caused  by  the  absorp- 
tion of  yellow  phosphorus,  which  obtains  access  to  the  bone  from 
the  mouth.     An  essential  preliminary  factor  in  the  aetiology  of 


49]  CHRONIC   OSTITIS  -      177 

local  destructive  action  on  the  jaw  is  the  presence  of  some 
id  or  sore  of  the  gum,  or  the  loss  of  a  tooth,  -wliereby  the 
a,  carrying  with  it  the  chemical 
m  and  certain  pathogenic  micro- 
oisms,  gains  access  to  the  deeper 
itures  (Kocher). 

L  slight  inflammation  of  the  perios- 
is  usually  the  first  manifestation, 
thereupon  the  periosteum  and  the 
ow  proliferate  and  produce  new 
,  the  maxilla  thus  becoming  thick- 

and  sclerotic.  Later  on  auppura- 
takes  place  in  the  periosteum  and 
ilonally  in  the  marrow,  leading  to 
>si9  of  larger  or  smaller  portions  of 
>one  ;  and  these  after  a  time  exfo- 
Iq  some  cases  the  entire  inferior 
11a  perishes.  If  the  patient  con- 
8  to  be  exposed  to  the  vapours  of 
phorus,  the  crust  of  new  bone  en- 
ig  the  dead  portion  may  itself  be- 

necrotic. 
Occasionally  the  periostitis  is  acut« 

the  outset,  and  leads  directly  to 
oration  and  necrosis,  without  the 
Ation  of  new  osseous  deposits, 
hronic  inflammation  of  bone  also 
ts  from  the  like  inflammation  in 
mmediately  adjacent  tissues,  as  for 
nee  from  cutaneous  ulcers  (Fig.  98) 
'perplastic  inflammations  resulting 
iphantiasis.  The  inflammatory  pro- 
in  these  cases  leads  to  cicatricial 
ening  of  the  periosteum,  beneath 
h  the  bone  is  sometimes  eroded, 

times  beset  with  osteophytes  and     fiq.  ns.  Pebiostbal  ittpbros> 
se  hyperostoses.      Now  and  again 
'  overgrowths  reach  a  very  consid- 
e  size  (Fig,  98). 


(At  tht  biue  of  a  cAronfc  uioar 
of  the  leg ;  tao-thirdt  o/  the 
natural  lize) 


References  on  Phosphi 

i  and  Geist  :  Die  Krantk.  d.  Arbeiler  in  Photphorziindholzfabriken  IMT 

:  Die  Regeneration  il.  Unterkieferi  Erlangeii  1S52 
EL :  PfawphoniB-iiecroBis  Langendeck's  Arch,  xxxix  1890 
lEUZ :  Lei  maladies  .  .  .  ala  fabriralion  de>  atlumetM  Paris  1S46 

ntoephorus-necroeia  BeilrSge  eon  Brum  xii  1894 
nf  ARM :  Die  Pkotphomekrose  Leipzig  1893 
ut :  Zvr  Kenntnui  d.  Photpkomekrose  Bienne  1894 
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vox  Sckulthebb-Recrbero  ;  Phosphorus-necTosii  Inaug.  Ditt.  Zdrich  1879 
Trelat:  La  nieroie  caute'e  par  U  photpkore  Paria  1857 
VoLKMA-vs  :  Pitha  and  Billrolb'/  Handb.  d.  Chiruraie  ii  1872 
AVaonbr  :  Effect  of  phosphorua  on  the  organiBtn  V.  A.  55  1873 

50,  Of  chronic  inflammations  whose  course  throughout  is 
alow  and  iusidioua,  there  are  (apart  from  those  associated  with 
gout)  two  varieties.  Tlie  one  is  termed  hypertrophic  ostitis, 
or  ostitis  hypertrophlcans,  the  other  is  ostitis  defonuans. 
The  aetiology  of  both  these  groups  of  affections  is  still  altogether 
obscure. 

Typical  ostitis  hypertrophicana  is  a  feature  of  the  peculiar 
maladies   which   have   lately   been    described   under    the    names 


acromegaly  (Marie),  pachyacria  (von  RECKLlNGHAUSEir), 
and  pulmonary  hypertrophic  osteoarthropathy  or  ost^oarihropathie 
ht/pertrophiante  d'origine  pneumique  (Marie),  It  gives  rise  in 
early  and  in  adult  life  to  changes  which  result  in  the  enlarge- 
ment of  the  distal  portions  of  tlie  bones  of  the  extremities  and  of 
the  face,  and  are  often  combined  with  deformities  of  the  verte- 
bral column.  The  anatomical  researches  of  Arnold,  Mabib, 
Thosison,  and  others,  have  shown  tliat  the  increased  size  of  the 
parts  is  chiefly  due  to  hyperostosis  (Fig,  99),  periosteal  osteo- 
pliytes  being  deposited  on  tlie  bone,  in  the  shape  of  tuberous  and 
jtointed  excrescences  which  alter  the  form  of  its  surface.  Their 
development,  due  to  some  chronic  irritation  of  the  periosteum, 


OSTITIB   DEPOBUANS 


and  perhapa  of  the  marrow,  is  not  confined  to  the  terminal  por- 
tions of  the  limbs,  but  may  extend  over  the  greater  part  of  the 
skeleton,  and  give  rise,  for  example,  to  numerous  osteophytic  pro- 
tuberances on  the  femur  and  tlie  pelvic  bones.  In  acromegaly 
the  pituitary  body  is  said  to  be  always  enlarged  (Art.  129),  and 
in  certain  eases  hj-pertrophic  osteoarthropathy  aeems  tu  he  asso- 
ciated with  chronic  pulmonary  affections,  probably  of  a  tubercu- 
lous nature. 

Ostitis  deformans  is  a  disease  of  the  osseous  system  "peculiar 
to  old   age.  itnd    is  cliaracterised  chiefly  hy  the   conibinatiou   it 


I  Via.  100.    Obtotb 

presents  of  wide-spread  resorption  and  apposition  of  bone.  The 
process  may  lie  limited  to  particular  bones  or  groups  of  bones, 
Buch  as  the  femur  (Fig,  100  a  b),  the  bones  of  the  cranium,  or 
the  spine  (Fig.  101);  or  a  large  portion  of  the  skeleton  may  be 
implicated. 
Resorption  of  bone-substance  takes  place  both  in  the  cancellous 
and  in  the  cortical  regions;  in  the  latter  case  it  produces  osteopo- 
rosis, which  may  markedly  diminish  the  strength  of  the  bone. 
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The  osseous  trabeciUae  may  entirely  disappear  from  the  cancellous 
bone,  and  be  replaced  by  fatty  or  gelatinous  or  even  fibrous  tissue 
containing  few  cells  (oateomyelitU  jihroga),  in  which  cysta  are  some- 
times formed  by  liquefaction. 


FlO.  101.     SpOHDrLITU  D 

{OntJiaif  the  Jiafaral  tite) 
a    bodyaf  a  lumbar  vertebra  tbe  (hlckaess      b    rounded  protnberancM  nnitlDg  tb«  bod- 
of  vblcb  1b  markedly  dlmlnlsbed  in  lea  at  adjacent  vertebrae 

trout  c    bodv  of  a  thoracic  vertebra  which  hu 

collapsed 

The  apposition  of  new  bone  stai-ts  from  the  marrow  or  from  the 
periosteum.  In  the  former  case  the  spongy  parts  become  denser, 
and  the  medullary  spaces  are  partial!)'  filled  up  with  new  bone  ;  in 
the  latter  the  bone  itself  is  often  greatly  thickened  (Fig.  100  a  h 
and  Fig.  101  6),  its  increase  in  bulk,  particularly  in  the  case  of  the 
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skull,  being  quite  apparent  in  the  living  patient.  This  combina- 
tion of  resorption  and  apposition  always  leads  to  the  more  or  less 
complete  destruction  of  the  characteristic  architecture  of  the  bones 
(Fig.  100  6).  In  the  thickened  skull  for  example  the  distinction 
between  the  inner  and  outer  tables  and  the  diploe  may  be  entirely 
lost. 

In  cases  of  ostitis  deformans,  when  the  bone  is  weakened  by 
excessive  resorption  it  may  give  way  by  bending  or  even  by 
abrupt  angular  flexure ;  the  long  bones  are  especially  subject  to 
this  kind  of  deformation.  Thus  the  humerus  or  the  tibia  may  be 
bent  into  a  curve,  or  the  neck  of  the  femur  may  be  displaced 
on  the  shaft,  and  be  forced  into  a  more  horizontal  position  by  the 
weight  of  the  body. 

When  the  cancellous  tissue  becomes  excessively  weak  it  may 
collapse  entirely.  This  occurs  chiefly  in  the  vertebral  column 
(Fig.  101  a  c),  where  particular  vertebrae  sometimes  become 
wedge-shaped  by  the  sinking  in  of  the  fore-part  of  their  bodies, 
and  the  spine  accordingly  becomes  curved,  generally  in  the 
anterior  direction  (kyphosis). 

Certain  cases  of  ostitis  deformans  are  from  a  histological  point 
of  view  comparable  with  arthritis  deformans ;  the  main  difference 
lying  merely  in  the  special  seats  affected  by  the  processes  of  re- 
sorption and  apposition  (Art.  73).  Other  cases  are  more  nearly 
allied  to  osteomalacia,  particularly  those  in  which  bulging  or 
bending  of  the  bones  is  associated  with  pathological  formations  of 
new  osseous  tissue  (Art.  43,  Fig.  80). 

References  on  hypertrophic    Ostitis   (^including  Acromegaly  and 

Pulmonary  Osteoarthropathy) . 

Arnold  :  Hypertrophic  ostitis  Ziegler*.*  Beitrdge  viii  1891 

Bb  AM  well:  Illustrated  cases  of  acromegaly  Atlas  of  din,  med.  ii  part  3  Edin- 
burgh 1893 

Dreschfeld  :  Case  of  acromegaly  B,  M,  J,  1 1894  (with  references) 

DucHESXAU :  £tude  anat  et  elm.  de  Vacromegalie  Paris  1892 

Friedreich  and  Erb :  Hypertrophic  ostitis  D.  A.f  klin,  Med,  1888 

HoLSTi :  Autopsy  of  a  case  Z,f.  klin.  Med,  xx  1892 

Lefebvre  :  Pulmonary  osteoarthropathy  These  Paris  1891 

Marie  and  Souza-Lkite:  Pulmonary  osteoarthropathy  Bulletin  med,  1889; 
Acromegaly  Brain  xii  1890;  Osteoarthropathy  and  acromegaly  Rev,  de 
m/d.  1890;  Essays  on  acromegaly  (New  Syd.  Soc.)  London  1891  (with 
references) 

^Larikksco  :  Case  A,  de  med,  exp.  iv  1891 

vox  Recklinghausen:  Pachyacria  V.  A,  119  1890 

Thomson  :  Skeleton  in  acromegaly  Joum,  of  A  nat,  1890 

Thorburn  :  Cases  of  pulmonary  osteoarthrophy  B,  M,  J.  i  1893  (with  refer> 
enoes  and  figures) 
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Refer enceB  on  Ostitis  Deformans  (see  also  Arts.  47  and  74). 

LuxN :  Four  cases  of  ostitis  deformans  Trans,  Clin.  Sac.  xviii  London  1885 

MoiZARD  and  Bouroes  :  A.  de  m^d.  ezp.  iv  1^2 

Paget  :  Med,-chir,  Trans.  London  60  1877,  65  1882 

VON  Recklinghausen:    Ostitis   deformans,  osteomalacia,  and   osteoplastic 

carcinosb  Virchow^s  Festschrift  (Assistenten)  Berlin  1891 
Richard  :  Paget's  bone-disease  These  Paris  1887 
Stilling:  F.il.  119  1890 
ZiEGLER :  Subcartilaginous  changes  in  arthritis  deformans  and  cysts  of  bone 

V.  A,  70  1877 ;  Metaplasia  and  resorption  of  bone  V.  A.  73  1878 
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CHAPTER  XVIII 
INFECTIVE  GRANCLOUATA  OF  BONE 


51.  Tobercnloaia,  the  most  common  of  chroDic  bone-diseases, 
may  start  In  the  marrow,  in  the  periosteum,  or  in  any  joint  or 
synarthrosis. 

It  occurs  most  frequently  in  young  persons,  although  it  some- 
times makes  its  first  appearance  in  advanced  age.  In  the  majority 
of  cases  the  infection  comes  to  the  hones  by  way  of  the  blood ; 


^^~Ci- 


V  TBE  spOHor  TBam  OF 

iFrtparatum  hardened  in  MSUer't  fiuid  and  alcohol,  decaio^Udfeith  picric  aad,*taintd 
inith  Kaenuttoxylin,  and  moanted  in  Canada  bdUam :  X  60) 
a    tatty  marrow  t    granulaUon-tiMae 

6     blOM-TClMl  •    -    .       >       ,...._...__ 

c    bony  trabecnlso 
d    oat«oc]uta 

but  cases  are  also  conceivable  in  which  the  bacilli  may  enter 
through  thfr  lymphatics  of  the  bone,  or  pass  into  it  from  con- 
tiguous foci  of  tubercolous  disease. 

The  tuberculous  process  begins  by  the  formation  at  one  spot 
of  grey  or  greyish-red  granulations,  or  at  times  perhaps  by  the 
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simultaneous  production  of  a  number  of  such  eruptions.  The 
granulomatous  foci  are  characterised  anatomically  by  the  presence 
in  them  of  grey  and  yellow  tubercles  (Fig.  102/).  If  the  primary 
seat  of  the  tuberculous  process  is  in  the  interior  of  a  bone,  such  as 
a  vertebra  or  a  tarsal  bone,  or  in  the  diaphysis  or  epiphysis  of  one 
of  the  long  bones,  and  if  it  lies  deeply  and  remote  from  the 
articular  ends,  the  changes  it  occasions  may  go  on  for  a  time 
without  involving  periosteum  or  joint. 

Lacunar  resorption  of  the  bone  always  occurs  at  the  seat  of  the 
tuberculous  granulations  (Fig.  102  d),  while  these  sooner  or  later 
undergo  caseous  degeneration  in  the  central  portion  of  the  affected 
spot.  If  the  trabeculae  are  not  already  destroyed,  they  become 
necrotic  within  the  zone  of  caseation. 

A  tuberculous  focus  once  started  increases  by  peripheral  exten- 
sion, and  by  the  appearance  of  new  foci  in  the  immediately  adjoin- 
ing tissue.  The  more  rapidly  this  proceeds,  the  sooner  do  large 
caseous  nodes  develope,  which  contain  a  considerable  number  of 
necrotic  trabeculae.  If  on  the  other  hand  the  process  advances 
but  slowly,  the  osseous  trabeculae  within  the  granulomatous 
region  may  be  entirely  absorbed. 

When  the  process  has  reached  a  certain  point,  rounded  or 
oblong  caseous  nodes  are  seen  in  the  substance  of  the  bone,  each 
surrounded  by  a  grey  or  greyish-red  marginal  zone  of  granulation- 
tissue.  The  nodes  are  of  various  sizes,  from  that  of  a  pea  to  that 
of  a  hazel-nut,  and  contain  carious  or  necrotic  trabeculae,  or  larger, 
usually  oblong  and  splinter-like,  fragments  of  dead  bone,  which  are 
permeated  by  caseous  granulation-tissue,  and  are  marked  off  from 
their  surroundings  by  a  zone  of  greyish  tuberculous  granulations. 
In  still  later  stages  the  foci  of  the  first  kind  are  often  softened  and 
liquefied,  and  the  enclosed  osseous  trabeculae  for  the  most  part  de- 
stroyed. Thus  a  cavity  or  cavemotis  excavation  is  formed  (Fig. 
103  A,  Fig.  104  a,  and  Fig.  105  a),  which  is  surrounded  by  granu- 
lations and  contains  caseous  pus  and  osseous  detritus.  In  the  case 
of  the  larger  foci  the  necrotic  fragment  of  bone  becomes  a  more  or 
less  completely  loosened  seqneBtnim  (Fig.  103  /),  immersed  in 
caseous  and  purulent  matter,  and  lying  in  a  cavity  or  cloaca  which 
is  closed  in  by  granulation- tissue  («). 

Such  foci  are  usually  developed  singly  or  at  any  rate  only  in 
small  numbers.  It  is  but  rarely  that  any  considerable  number  of 
them  form  in  rapid  succession  or  simultaneously.  When  this  does 
occur  in  the  long  bones,  the  tuberculous  foci  may  extend  over  the 
greater  portion  of  the  medullary  cavity.  In  this  case  the  parts 
afifected  by  the  specific  inflammation  very  rapidly  undergo  caseous 
degeneration,  so  that  no  true  granulomatous  deposits  are  produced. 

The  size  of  the  tuberculous  foci  in  particular  cases  and  the 
course  the  disease  takes  depend  upon  conditions  for  which  our 
present  knowledge  is  insufficient  to  account.  The  smallest  foci 
are  doubtless  capable  of  repair,  the  necrotic  masses  being  then 
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liquefied,  re-absorbed,  and  replaced  by  new  connective  tissue  or  by 
marrow  and  bony  tissue.  Larger  foci  make  perceptible  pauses  in 
their  progress,  and  their  cavernous  excavations  (Fig-  103  A)  are 
walled  off  from  the  rest  of  the  marrow  by  a  mass  composed  of 
dense  connective  tissue  (<f)  and  granulation-tissue  containing 
trabeculae  (e). 

When  a  bone  contains  a  tuberculous  focus  the  surrounding 
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c    Mriocteal  nsuons  depMlt  9    connectinR  process  between  tbe  margl- 

d    flbrou*  tlwne  on  the  Inner  BOlIlM  of  nal  granulations  and  the  sequestrum 

the  conirsi  layer  «    cavity   (onnerly  filled  with   pns  and 

«    tnberculous  g;t«nnlatlon-tiB8iie  caaeons  matter 

portions  of  it  are  never  entirely  free  from  proliferous  changes. 
Large  foci  of  long  standing  sometimes  extend  over  considerable 
areas  of  the  bone,  and  induce  wide-spread  resorption  and  appo- 
sition of  bony  tissue.  Should  progressive  resorption  take  place 
in  the  interior,  while  new  bone  is  being  formed  by  the  periosteum, 
a  condition  is  produced  which  has  been  already  described  in  Art. 
46  (Fig.  49).     This  condition  was  formerly  termed  tpina  ventosa, 
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and  in  it  the  entire  bone  increases  in  girth,  while  the  medullary 
cavity  simultaneously  widens.  If  the  internal  resorption  is  but 
shght  (Fig.  104  a),  and  is  accompanied  by  external  apposition, 
the  bone  thickens  and  increases  in  size  by  tlte  formation  of  numer- 
ous lamellae  (6)  which  are  bound  together  by  transverse  bars. 
The  former  condition  is  usually  met  with  in  the  smaller  of  the 
long  bones,  the  latter  in  the  larger  bones,  as  in  these  the  tubercu- 
lous process  is  generally  confined  to  a  circumscribed  region. 

In  the  larger  bones  osteoplastic  processes  are  generally  set  up 
also  in  the  marrow  near  the  tuberculous  foci,  and  in  certain  cases 
these  produce  condensation  and  sclerosis  of  the  affected  bony 
tissue  (Fig.  105  e). 

The  periosteum  may  be  infected  primarily,  or  by  extension 
from  the  bone,  or  from  a  neighbouring  joint  or  synarthrosis.  The 
course  of  the  tnbercnlons  perlostltia  thus  induced  varies  accord- 
ing as  the  process  remains  merely  local  or  extends  over  large 
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a  tuberculous  cavity  b  lanielUt  and  cuiceUous  depoBlts 

areas  of  the  bone-surface.  In  the  first  case  more  or  less  sharply 
defined  granulomatous  foci  containing  tubercles  are  formed,  and 
in  the  neighbourhood  of  these  the  bone  undergoes  resorption. 
The  result  is  known  as  paripheral  caries  (Fig.  106  d  e).  If  the 
periostitis  is  consecutive  to  primary  disease  of  the  bone  or  joint,  in 
addition  to  the  peripheral  caries  there  are  corresponding  changes 
in  the  interior  of  the  bone,  and  the  periosteal  disease  is  often  con- 
tinuous with  the  deeper  tuberculous  focus. 

Sooner  or  later  the  periosteal  tuberculous  areas,  if  they  do  not 
recover,  become  caseous  and  then  soften.  In  this  way,  as  in  the 
marrow,  are  formed  caseous  nodes  surrounded  by  a  zone  of  gran- 
ulations and  indurated  connective  tissue,  or  large  sacculated  cold 
abscesses  (Fig.  106  /)  bounded  by  a  pyogenic  membrane  of 
connective  tissue  and  granulation-tissue  containing  tubercles. 
Tlie  contents  of  these  abscesses  undergo  steady  increase  by  the 
secretion  of  pus  from  this  membrane,  and  by  the  loosening  and 
separation  of  caseous  masses  from  their  walls. 

From  its  original  site  the  abscess  may  extend  into  cont^uoua 
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parts,  aiul  so  form  secondary  or  consacntiva  abscessaB.  In  other 
cases  it  ruptures  early  either  outwards  to  the  surface  of  the  body 
or  into  some  internal  part,  and  so 
forms  fistulous  tracks  or  sinuses, 
about  which  the  tissues  become  imlu- 
rated  and  covered  with  tuberculous 
granulations.  Sometimes  these  grunii- 
lations  grow  so  luxuriantly  that  they 
rise  like  a  raushroora  over  tne  ext'.-riiiil 
orifice  of  the  sinua.  While  the  ciiries 
accompanying  the  tuberculous  peril  IS- 
titis  is  gradually  extending,  pruHf- 
eration  of  the  periosteum  takes  plin.e 
iu  the  adjoining  parts, and  often  Itails 
to  the  formation  of  a  consideriible 
amount  of  uew  bone.  Cases  however 
occur  in  which  regenerative  prolifera- 
tion is  very  slight,  or  all  but  entirely 
absent.  This  is  especially  apt  to  li;i]i- 
pen  in  the  case  of  the  cranial  bones. 

In  some  instances  atrophic  remn'[>- 
tion  of  the  bone  follows  rapidly  oti  I  lie 
infection  of  the  periosteum,  and  iTi;iy 
be  very  extensive.  The  reBorjition 
may  be  followed  in  its  turn  by  the 
formation  of  new  bone  from  the  i>tii- 
osteum. 

The  loss  of  substance  in  the  cor- 
tical stratum  of  the  larger  long  bnin-..s, 
the  femur  for  instance,  may  go  b- 
that  the  bone  is  reduced  to  the  tl 
ness   of   paper   (Kig.   107   a), 
and  is  composed  of  only  a  single 
layer   of   Haversian   lamellae. 
Should  new  bone  be  again  pro- 
duced,   the    surface    becomes 
studded  mth  osteophytes  (S), 
and   these    ultimately  form  a 
continuous    layer    of    highly- 
vascular   cancellous   bone   (c) 
which  is  covered  over  exter- 
nally by  the  fibrous  layer  of 
the  periosteum  (rf). 

Tubercles  may  appear  in  the 
osseous  system  in  general  mili- 
ary tuberculosis ;  but  nothing 
very  definite  is  known  as  to  their 
frequency  and  extension. 
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the  bones  and  jointa  are  treated 


The  changes  occasioned  bv  tuberculoai 

I  t«itrboo&  of  surgery  and  morbid  anatomy  under  various 


them  may  be  mentioned  the  following  —  malacic  or  fungous  caries  (eariet  moUu 
or  fytngvia).  Scrofulous  caries,  tuberculous  caries,  bone-necrosis,  bone-abscest, 
fungous  arthritis,  lynaniti*  kyperpiatlica  granuloia,  fanga»  artictUi,  scrofulotu 
arthritis,  articular  caries,  arthrocace,  white  swelling  {tumor  allm*),  eariet  neea, 
cold  artioulai  abscess,  etc. 
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(Trannrrrte  teclion  Ibmnah  the  dinphyiU  0/  the  frmuro/a  child  aged  four :  prepara- 
tioii  hardened  in  Maller'i  fluid,  aecalci^ed  wilh  picric  acid,  itaiiicd  with  haema- 
taxglin  and  eta-mine,  and  mounted  ia  Canada  baltam  :  X  DO) 
a    atrophied  cortical  layer  b    ciBteopbytcB 

e    medullary  spacea  wilh  nameroiu  blond-resseb  between  the  osteophvtea 
d    perlotteum  e    layer  of  oateoblnsta  /   groups  of  celb  la  the  oater  layer 

g    tubercles  in  the  inner  layer  of  the  periosteum 

52.  Tuberculosis  of  the  larger  long  bones  most  usually 
developes  in  their  cancellous  ends  (Fig.  104),  the  shafts  being 
less  frequently  diseased  (Figs.  103  and  105),  When  the  tul>er- 
culous  disease  affects  the  periosteum,  it  is  also  as  a  rule  moat 
marked  in  or  about  the  articular  extremities.  In  tlie  smaller 
long  bones  the  whole  of  the  marrow  and  periosteum  are  often 
disejused  {spina  ventosa},  and  in  the  short  spongy  bones  the  osteo- 
myelitic  process  very  commonly  involves  the  adjacent  periosteum. 
Thus  the  foci  of  the  osteomyelitis  and  periostitis  are  generally 
found  to  extend  to  the  neighbouring  joints,  and  there  produce  a 
tnberciilonB  arthritis  (Art.  76).  This  is  brought  about  by  the 
direct  extension  of  sub-cartilaginous  nodes  in  the  bone,  or  of  peri- 
osteal foci  near  the  joint-capsule,  througli  the  intervening  tissues 
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into  the  joint ;  or  indirectly  by  the  transport  of  tubercle-bacilli 
from  theae  foci  into  the  joint  by  way  of  the  lymphatics. 

In  tuberculosis  of  the  carpus  and  of  the  tarsus  several  bones 
and  joints  are  usually  involved  simultaneously.  Entire  bones 
may  be  destroyed  by  caries  and  necrosis,  so  that  in  their  place 
nothing  but  masses  of  granulomatous  tissue  are  found,  which 
enclose  only  small  carious  sequestra.  In  a  similar  manner  entire 
phalanges  of  the  fingers  or  of  the  toes  are  destroyed. 
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In  the  vertebral  column  the  process  is  occasionally  limited  to 
one  or  more  parts  of  a  single  vertebra,  thus  producing  merely 
superficial  caries  or  deep  but  circumscribed  excavations.  Fre- 
quently, however,  it  leads  to  greater  destruction  of  the  bodies  and 
arches  of  the  vertebrae  (Figs.  108  and  109),  and  of  the  inter- 
vertebral discs  (Fig.  108) ;  in  certain  cases,  the  entire  body  or 
arch  of  one  or  more  vertebrae  may  be  destroyed  (Fig.  109)* 
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Vhen  the  Bpisal  column  is  thus  weakened  and  unable  to  support 
he  weight  of  the  upper  part  of  the  body,  it  is  apt  to  collapse  at 
he  damaged  place   and   to  bend   forward  at  an  angle  (Potts 


If  the  remains  of  the  carious  bodies  of  the  vertebrae  project 
)ackwarda,  or  are  forcibly  displaced  in  any  direction,  the  spinal 
!ord  may  be  compressed  and  degenerative  processes  set  up  within 
t.  In  tuberculous  caries  of  the  bodies  of  the  vertebrae,  al>- 
I  (Fig.  106/)  form  by  accumulation  of  purulent  matter  in 
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front  of  the  spinal  column,  and  these  are  apt  to  burrow  and  extend 
downward.  In  disease  of  the  lower  portion  of  the  vertebral  col- 
umn abscesses  thus  formed  often  burrow  along  the  ilio-psoas 
muscle  to  the  crest  of  the  pubic  bone,  and  finally  point  below 
Poupart's  ligament. 

Tuberculosis  of  the  pelvic  bones  leads  to  more  wide-spread 
caries,  with  the  formation  of  '  cold '  abscesses.  The  symphysis 
pubis  and  the  sacro-iliac  synchondrosis  may  thus  be  destroyed. 

In  tuberculosis  of  the  flat  cranial  bones,  caseous  masses  are 
formed  in  the  bone-marrow  as  well  as  beneath  the  periosteum: 
these  cause  necrosis  of  the  bone  and  give  to  it  a  yellowish-white 
appearance,  while  the  periosteum  itself  is  stripped  off  by  the  ac- 
cumulation beneath  it  of  caseous  pus,  and  is  at  the  same  time 
studded  with  caseous  nodules. 

Tuberculous  caries  of  the  atlas,  the  axis,  and  the  base  of  the 
skull,  sometimes  causes  loosening  of  the  connexions  between 
the  spinal  column  and  the  skull,  with  consequent  dislocation  of  the 
latter,  and  compression  of  the  medulla  oblongata  by  the  odontoid 
process. 

Isolated  tuberculous  foci  in  the  bones  are  capable  of  repair. 
Any  loss  of  substance  that  may  have  taken  place  is  then  filled  up 
by  connective  tissue,  and  ultimately  by  osseous  tissue.  If  a  cur- 
vature of  the  spine  has  not  been  rectified  by  proper  appliances, 
the  column  will  become  fixed  in  the  position  it  has  taken  up  by 
the  formation  of  new  osseous  and  connective  tissue :  the  remnants 
of  a  number  of  vertebrae  may  in  these  circumstances  coalesce  to 
form  a  single  bone  (Fig.  109  e),  in  wliich  the  boundaries  of  the 
original  segments  are  no  longer  discernible.  The  carious  tissues 
on  the  articular  ends  of  contiguous  bones  often  become  firmly 
united  across  the  joint  by  connective  tissue  and  osseous  trabeculae 
(fibrous  and  bony  ankylosis).  If  the  joint  still  contains  frag- 
ments of  cartilage,  these  are  apt  to  be  transformed  into  fibro- 
cartilage  and  connective  tissue. 

Very  frequently  however  the  repair  is  only  partial.  While 
the  greater  part  of  the  diseased  region  may  be  filled  up  by  tissue 
free  from  tubercles,  yet  some  remain  here  and  there,  and  from 
these  residual  deposits  the  morbid  process  often  starts  anew. 

53.  Syphilitic  disease  of  the  bones  makes  its  appearance 
only  in  the  later  stages  of  syphilis,  and  results  either  in  caries  and 
necrosis  or  in  the  formation  of  new  osseous  tissue. 

The  gumma  is  the  formation  characteristic  of  syphilis  in  bone. 
This  is  a  local  inflammatory  product,  which  is  usually  met  with 
in  the  periosteum,  and  less  frequently  in  the  marrow. 

Recent  periosteal  gummata  take  the  form  of  flattened  swellings 
of  elastic  consistence,  and  on  section  exhibit  a  gelatinous  texture. 
In  later  stages  the  gummatous  tissue  becomes  either  somewhat 
whiter  and  like  inspissated  pus,  or  of  a  firmer  consistence,  resem- 
bling rather  ordinary  graniQation-tissue  interspersed  with  patches 
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of  fibroid  cicatricial  tissue.  In  the  latter  case  the  gumma  fre- 
quently encloses  denser  and  drier  white  caseous  masses,  due  to 
fatty  degeneration  and  necrosis  of  part  of  the  inflammatory  tissue. 
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When  the  process  has  continued  for  a  long  time,  nothing  may 
remain  but  a  callous  scar-like  thickening  enclosing  no  remnante 
of  granulation -tissue  or  of  caseous  matter. 

At  the  point  where  the  gumma  is  formed  (Fig.  110/),  resorp- 
.^-.^  tion   of    osseous   tissue   ((7)   always   takes 

place.  The  resorption  is  most  active  in 
the  case  of  those  nodes  that  are  distin- 
guished by  an  abundance  of  round-celU 
and  by  their  pus-like  appearance.  Such 
foci  are  most  frequently  found  in  the  ex- 
ternal periosteum  of  the  cranial  bones  (Fig. 
110  a  and  Fig.  Ill)  :  they  may  however 
make  their  appearance  in  any  of  the  bonea 
of  the  skeleton,  and  also  in  the  internal 
periosteum  or  dura  mater  of  the  skull. 
When  situated  in  the  external  periosteum, 
the  outer  table  of  the  skull  is  first  rendered 
carious  (Fig.  110  b  and  Fig.  Ill  a);  but 
usually  the  specific  inflammiition  soon  at- 
tacks the  diploe,  and  may  ultimately  extend 
to  the  surface  of  the  dura  inat«r. 

Isolated  foci  may  be  small  and  incon- 
siderable, and  these  of  course  give  rise  only 
to  slight  loss  of  substance.     With  increase 
in  the  size  of  the  focus  the  erosion  of  the 
bone  also  increases;   and  when  numerous 
foci  are  formed  the  vault  of  the  skull  be- 
comes riddled  with  irregularly-formed  pits 
and  holes  of  various  sizes.     If  the  inflam- 
,   _,^~-^,        matory   process   extends   deeply,   and    the 
f^^*iP,fljM        dura  mater  becomes  involved,  the  circula- 
tion in  the  portions  of  bone  lying  between 
the  excavations   is   more  and   more   inter- 
ft^^^S        fered  with,  and  thus  the  syphilitic  caziea 
may  become   associated  with  more  or  less 
extensive   necrosis    (Fig.   Ill   J).       Cases 
^'•i^xi-haL'i^      occur  in  which  this  combination  of  caries 
ZiW^'^vKU      ^^'^  necrosis  causes  destruction  of  the  larger 
,1 J   *  ..^■H     portion  of  the  cranial  vault. 

In  a  similar  manner  erosions  and  exca- 
vations of  various  sizes  are  produced  in 
other  bones. 

Osteomyelitic  gummata  occur  somewhat 
frequently  in  the  phalanges  and  in  the 
diploe  of  the  skull,  while  they  are  seldom 
seen  in  the  larger  long  bones :  yet  in  the 
latter  situation  they  are  occasionally  met  with  in  great  numbers. 
They  form  foci  that  are  gelatinous,  fibro-gelatinous,  dirty-yellow 
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and  puriform,  or  caseous  (Chiari).  The  osseous  tissue  enclosed 
within  these  foci  is  carious  and  necrotic,  while  the  bone  about 
them  is  the  seat  of  more  or  less  marked  hyperostosis. 

In  the  course  of  gummatous  periostitis  numbers  of  osteo- 
phytes are  often  formed  in  the  vicinity  of  the  gummatous  foci, 
which,  particularly  in  the  long  bones,  attain  at  times  a  con- 
siderable size.  Should  recovery  take  place,  the  gaps  in  the 
periosteum  are  made  good  by  scar-tissue  or  by  newly-formed 
bone.  Parts  that  have  undergone  necrosis  keep  up  a  state  of 
inflammation  until  they  are  resorbed,  or  until  a  sequestrum  is 
formed  and  exfoliated;  and  at  the  same  time  give  rise  to  exten- 
sive production  of  new  bone  in  the  adjacent  parts. 

The  new-formation  of  bone,  which  in  these  instances  is 
obviously  due  to  the  local  inflammation,  takes  place  in  other  cases 
of  syphilis  as  an  independent  process,  and  leads  to  more  or  less 
marked  thickening  of  the  bone,  or  hyperostosis,  dependent  on 
the  osteogenic  activity  of  the  periosteum.  Such  hyperostoses 
usually  occur  on  the  long  bones  (Fig.  112),  but  are  also  met  with 
on  other  bones,  and  at  times  are  spread  over  the  entire  skeleton. 
As  the  result  of  simultaneous  endosteal  bone-formation,  the  older 
bone  may  be  rendered  sclerotic  and  correspondingly  increased  in 
density:  in  other  cases  it  undergoes  osteoporosis  and  so  becomes 
rarefied  and  porous. 

Jn  cases  of  leprosy  (Sawtschenko),  granulomatous  foci  con- 
taining bacilli  may  be  formed  in  the  bone-marrow. 

Actinomycotic  inflammation,  as  soon  as  it  reaches  the  peri- 
osteum, leads  to  peripheral  caries  and  occasionally  to  necrosis. 
Most  frequently  it  is  the  maxillae,  the  spine,  and  the  bones  of  the 
thorax  that  are  attacked,  and  sometimes  very  extensive  destruc- 
tion of  the  bones  is  thus  brought  about. 

In  glanders  caseous  nodes  and  patches  of  suppuration  have 
been  observed  in  the  periosteum  and  synovial  membranes. 

References  on  Syphilis  and  Leprosy  of  the  Bones  (on  Congenital 

Syphilis  see  also  Art.  58). 

Bowlby:  Syphilis  St,  Barth.  Hosp.  Reports  xxvi  London  1890 

Chiari:  SyphiliB  Vierieljahresschr, f.  Derm,  u,  Syph,  1882 

Haab  :  Syphilifl  7.  ^ .  65  1875 

Jasinski  :  Syphilitic  diseases  of  the  vertebral  column  A.f,  Derm,  xxiii  1891 

Lancereaux  :  Traite'hUt,  et  prat,  de  la  syphilis  Paris  1874 

Lang  :   Vorlesungen  liber  Path,  u,  Therap,  d.  Syphilis  Wiesbaden  1885 

Meyer,  L.  :  Syphilis  Z,  f.  Psych,  xviii 

Parrot  :  Syphilis  A .  de  physiol,  norm,  et  pathol.  1872  and  1876 

Sawtschenko:  Leprous  osteomyelitis  Cent,/.  Bakteriologie  v  1889;  Changes 

in  the  bones  in  leprosy  Ziegler's  Beitrdge  ix  1891 
SoLOWEiTSCHiK :  Sypnilitic  affections  of  the  skull  V.  A,  iS  1869 
Virchow:  F.  il.  15  1858,  and  Krankhafte  GeschwiUste  ii  1865 
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CHAPTER  XIX 


DISORDERS  OF  OSSEOUS  DEVELOPMENT  AND  GROWTH 

54.  The  bones  composing  the  skeleton  originate  either  from 
connective  tissue  that  is  but  slightly  differentiated,  or  from  a  pro- 
visional cartilaginous  substratum.  Examples  of  the  first  mode 
of  origin  are  seen  in  the  flat  bones  of  the  skull:  these  are  called 
membrane-bones,  because  they  are  due  to  ossification  partly  of 
the  integument  and  partly  of  the  wall  of  the  cephalo-enteric 
cavity  or  head-gut  (Gegenbaur).  Examples  of  bones  originat- 
ing in  cartilage  are  seen  in  the  remaining  parts  of  the  skeleton: 
these  bones  constitute  the  internal  skeleton,  in  contradistinction 
to  the  external  or  integumentary  skeleton. 

Ossifioation  in  the  membranous  substratum  of  the  integamentary  bones 
takes  place  in  general  by  the  development  of  trabeculae  containing  lime-salts, 
together  with  bone-corpuscles  and  bone-cells,  in  the  germinal  or  embryonic 
tissue,  which  is  composed  of  cells  with  a  more  or  less  abundant  homoeeneoas  or 
fibrillar  matrix.  These  trabeculae  are  at  a  later  stage  thickened  by  me  apposi- 
tion of  new  germinal  tissue.  When  an  osseous  plate  is  thus  formed,  it  increases 
in  thickness  by  the  formation  of  new  bone  from  the  adjacent  superficial  layer 
of  connective  tissue,  which  layer  is  thenceforward  called  the  periostamn. 

Ossification  begins  in  exactly  the  same  manner  in  the  parts  of  the  skeleton 
that  are  pre-formed  in  cartilage.  Trabeculae  are  developed  in  certain  definite 
places  in  the  tissue  surrounding  the  cartilage,  or  periohondriom.  This  mode 
of  bone-formation  corresponds  to  that  observed  in  the  periosteum  of  the  flat 
or  membrane-bones;  it  continues  throughout  life,  and  is  termed  periosteal 
ossifioation.  There  is  another  mode  allied  to  this,  called  endoohondral 
ossifioation,  in  which  the  marrow-tissue  of  the  osseous  strata  surrounding  the 
cartilaginous  substratum  penetrates  the  cartilage  while  it  is  in  process  of  inter- 
nal calcification.  Wherever  the  marrow  penetrates,  the  cartil^ro  all  but  com- 
pletely disappears,  and  medullary  spaces  are  thus  produced.  This  is  the  first 
stage  of  endochondral  ossification  :  throughout  its  subsequent  course  it  is  char- 
acterised by  certain  peculiar  features. 

In  the  neighbourhood  of  the  spot  where  a  medullary  space  encroaches  on 
the  cartilage,  proliferation  commences  in  that  tissue  (Fig.  113  b)  and  results  in 
the  formation  of  small  groups  of  cells  in  the  place  of  the  isolated  cartilage-cells. 
As  these  groups  increase  in  number  and  in  the  size  of  their  component  cells, 
they  tend  to  arrange  themselves  in  linear  order  (c  d).  The  alignment  alwa^ 
takes  place  in  a  direction  parallel  to  one  of  the  long  axes  of  the  bone,  and  as  it 
is  uniform  throughout  the  entire  thickness  of  the  cartilaginous  matrix,  there  is 
developed  from  the  proliferous  zone  (6)  a  zone  of  parallel  columns  of  carti- 
lage^;ells  (c),  the  largest  cells  being  in  juxtaposition  to  the  bone  already  formed. 
This  region  of  large  cartilage-cells  is  distinguished  as  the  hjrpertrophio 
zone  (d). 
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Tn  this  waj  the  cartilage  extends  in  the  direction  of  the  long  axis  of  the 
bone,  but  the  increase  in  length  of  the  pre-formed  cartilaginous  subBtratum  as 
i  whole  is  dependent  on  its  own  continued  longitudinal  g^rowth.  This  growth 
ia  most  marked  in  bones  destined  to  become  elongated  in  shape :  it  is  less  per- 
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ceptible  in  bones  whose  ultimate  length  is  inconsiderable  compared  with  their 
breadth. 

When  the  columns  of  cells  have  attained  a  certain  size,  oaloifioation  sets  in 
within  the  matrix  and  in  the  capsules  of  the  cartilage-cells  (e),  and  is  initiated 
by  the  deposition  therein  of  fine  calcareous  granules. 

The  further  growth  of  the  cartilage  is  thereupon  stopped.  The  zone  of 
calcified  cartilage  (e)  never  reaches  any  considerable  size,  but  forms  simply  a 
narrow  whitish  stratum  or  seam. 

After  persisting  for  a  short  time  the  zone  of  calcified  cartilage  disappears: 
the  contiguous  highly-vascular  marrow  (/)  invades  the  cartilage,  dissolves 
its  calcified  matrix,  leaving  only  a  few  scattered  remnants,  and  extends  into 
the  dehiscent  capsules  of  the  cartilage-cells.  Only  a  few  slender  and  jagged 
trabecular  fragments  of  the  matrix  remain,  and  these  as  a  rule  contain  no 
cartilage-cells.  The  cartilage-cells  lose  their  identity  in  the  marrow :  it  is  still 
uncertain  whether  they  are  disintegrated  or  persist  and  become  changed  into 
marrow-cells,  though  the  latter  is  the  more  probable  supposition. 

The  zone  of  primary  medullary  spaces  (/)  at  first  contains  only  the  tra- 
becular fragments  of  the  cartilaginous  matrix ;  and  these,  with  few  exceptions, 
are  changed  by  a  peculiar  metaplasia  into  bony  tissue,  the  process  beginning  at 
the  i>eriphery  (Kassovvitz).  Some  of  these  bony  trabeculae  are  dissolved, 
and  the  primary  medullary  spaces,  whose  width  corresponds  to  that  of  from 
one  to  three  columns  of  cartilage-cells,  accordingly  coalesce  to  form  medullary 
cavities  of  larger  calibre.  The  remaining  trabeculae  undergo  ossification  in  the 
ordinary  way  (i)  by  the  development  of  osteoblasts  from  the  cellular  medullary 
tissue.  These  attach  themselves  to  the  persistent  cartilaginous  trabeculae,  and 
ultimately  transform  them  into  bone. 

In  this  manner,  then,  the  cartilage  is  replaced  by  bony  tissue,  its  chief 
function  in  relation  to  the  bone  being  to  determine  its  form  and  the  extent  of 
its  longitudinal  growth.  In  some  degree,  also,  the  internal  structure  of  the 
new  bone  is  determined  by  the  cartilage,  since  the  persistent  trabeculae  of  the 
cartilaginous  matrix  serve  as  the  foundations  of  the  osseous  trabeculae. 

Endochondral  ossification  proceeds  in  both  a  proximal  and  a  distal  direction, 
and  produces  the  axially-directed  diaphysiB  or  shaft  of  the  bone,  white  the 
cartilaginous  end-pieces  are  named  the  epiphyaea.  Toward  the  end  of  foetal 
life  blood-vessels  penetrate  the  lower  epiphysial  cartilage  of  the  femur  from 
the  perichondrium,  and  form  a  close  network  in  the  centre.  After  antecedent 
calcification  of  the  cartilage,  a  new  centre  of  ossification  forms  in  this  network, 
and  from  this  centre  the  epiphysis  ossifies  along  radiating  lines.  In  the  other 
long  bones  the  epiphysial  oentrea  of  oaaifioation  appear  later.  Inasmuch  as 
ossification  is  in  this  case  also  preceded  by  proliferation  of  the  cartilage,  the 
bone  produced  in  the  epiphysis  developes  in  all  directions  from  the  centre. 
When  the  ossification  extends  to  the  perichondrium  the  longitudinal  gn^)wth 
of  the  bony  epiphysis  is  but  slight,  and  stops  entirely  on  the  side  toward  the 
diaphysis. 

The  layer  of  cartilage  lying  next  to  the  joint  persists  as  the  articular 
cartilage.  The  portion  of  the  epiphysial  cartilage  next  the  diaphysis  remains 
to  the  end  of  the  growing  stage,  namely  from  the  twentieth  to  the  twenty- 
seventh  year.  After  the  epiphysis  is  ossified,  columns  of  cartilage-cells  are  pro- 
duced only  on  the  side  that  is  next  the  diaphysis.  When  the  ossification  of  this 
side  of  the  epiphysis  is  complete,  the  shaft  ceases  to  grow  in  length,  and 
becomes  united  to  the  epiphysis  by  continuous  bony  tissue. 

55.  If  for  any  reason  the  cartilaginous  substratum  of  any  part 
of  the  internal  or  of  the  integumentary  skeleton  does  not  attain 
its  proper  development,  or  if  a  part  already  formed  in  cartilage 
is  destroyed  in  utero  by  morbid  processes  such  as  ischaemia  or 
inflammation,  the  corresponding  bone  or  part  of  a  bone  is  not 
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produced,  with  the  result  that  the  skeleton  is  defective.  Such 
defects  are  described  as  results  of  local  agaaesis.  Most  fre- 
quently it  is  a,  portion  of  the  skull  (Fig.  114),  or  of  the  rertebral 
arclies,  that  remains  undevelojied  :  in  Uie  hones  of  the  extremities 
and  in  the  bodies  of  the  vertebrae  such  defects  are  somewhat  less 
often  met  with.  Both  conditions  are  usually  accompanied  by 
defects  in  the  related  soft  parts  ;  yet  imperfections  in  the  bones 
of  the  extremities  and  of  the  trunk,  due  to  simple  cartilaginous 
hyi>oplasia,  may  occur  without  any  corresponding  malformation  of 
tlie  soft  parts.  Partial  defects  of  individual  bones,  such  as  are 
found  chiefly  in  the  cranium  (Fig.  114)  and  in  the  limbs,  are  due 
to  some  arrest  of  development  at  a  stage  when  the  main  part  of 
the  bone  has  been  already  formed,  and  is  in  process  of  active 
growth.  Defects  at  the  distal  ends  of  the  tibia,  of  the  fibula,  and 
of  the  radius  occur  iu  association  with  malformations  of  the  feet 
and  hands. 


It  sometimes  happens  that  while  the  cartilaginous  sub- 
stratum of  each  individual  part  of  the  skeleton  is  normally  devel- 
oped as  regards  form,  its  growth  in  size  is  in  some  way  checked 
or  retarded.  In  the  long  hones  this  gives  rise  to  deficiency  of 
length  or  of  girth,  in  the  flat  bones  to  insufficient  area  or  thick- 
ness. In  certain  cases  the  arrest  of  development  shows  itself  iu 
an  abnormal  slenderness  of  the  individual  bony  trabeculae. 

Arrest  or  impairment  of  the  development  of  the  bones  may 
take  place  in  utero.  and  lead  to  malformations  of  the  skeleton  of 
the  new-ljom  child  (Fig.  115).  In  other  cases  the  arrest  does 
not  begin  till  after  birth,  and  then  gives  rise  only  to  subsequent 
stunting  or  dwarfing  of  the  skeleton  or  of  some  parts  of  it. 

If  the  interference  with  development  extends  uniformly  over 
the  entire  skeleton,  the  result  is  a  condition  of  general  dwarfish 
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under-growth  (Fig.  116),  described  as  tuicrocomla  or  nanoeo- 
mia.  In  this  case  the  separate  parts  of  the  skeleton  retain  their 
normal  proportional  relations,  or  at  least  present  but  alight  varia- 
tions from  the  normal. 

When  the  arrest  is  limited  to  particular  regions  of  the  skeleton, 
the  growth  of  these  alone  is  affected,  and  the  proportional  rela- 
tions of  the  several  parts  are  accordingly  more  or  less  disturbed 
(Figs.  116  and  117). 

When  it  is  chiefly  the  longitudinal  growth  of  the  extremities 
that  is  affected,  the  result  is  micromella  (Figs.  115  and  IIT). 
Deficiency  of  superficial  extent 
in  tlie  cranial  bones  produces  mi- 
crocephalia or  nanocaphalla 
(Fig.  118).  Shortening  of  the 
base  of  the  skull  causes  the  bridge 
of  the  nose  to  appear  sunken,  or 
the  nose  as  a  whole  to  be  retracted 
and  flattened.  Imperfect  develop- 
ment of  the  alae  of  the  sacrum 
causes  transverse  contraction  of 
the  iielvia  (Fig.  122). 

Wlien  any  region  of  the  skel- 
eton is  ill-developed,  there  is  usu- 
ally some  corresponding  deficiency 
in  the  related  soft  parts;  but  it 
not  infrequently  happens  that  the 
latter  grow  too  large  in  propor- 
tion to  the  corresfTOnding  bones, 
and  being  thus  tlirown  into  folds 
and  bulgings  appear  themselves 
to  be  deformed. 

The  canso  of  arrest  of  devel- 
opment in  the  skeleton,  whether 
general  or  local,  undoubtedly  lies 
in  some  instances  in  the  consti- 
tution of  the  eml)ryo  itself,  and 
either  depends  on  inheritance  or 
is  the  manifestation  of  a  apon- 
In  other  cases  the  anomaly  of 
development  is  due  to  some  acquired  lesion,  referable  to  intra- 
uterine or  extra-uterine  injury.  In  many  cases  the  cause  of  the 
defective  development  of  the  skeleton  may  be  traced  to  imper- 
fection in  the  functional  activity  of  the  thyroid  gland,  a  condi- 
tion met  with  chiefly  in  connexion  with  cretinism.  Cretinism 
sometimes  appears  sporadically,  at  other  times  assumes  an 
endemic  form,  apparently  under  the  influence  of  some  as  yet 
undetected  miasmatic  virus ;  and  it  may  also  result  from  removal 
of  the  thyroid  gland  by  surgical  operation.     As  regards  the  other 
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>,  of  an  acquired  nature,  whicli  result  in  defective  develop- 
ment of  the  bouea,  we  are  still  in  ignorance. 

From  a  histological  point  of  view,  arrested  longitudinal  growth 
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in  the  cartilage-bones,  and  defective  lateral  growth  in  the  mem- 
brane-bones, are  due  eitber  to  failure  of  bone-formation  at  the 
zone  of  ossificatioii  in  the  diaphysis,  or  to  premature  synostosis  at 
the  margins  of  bones  that  normally  continue  for  a  time  united 
only  by  sutures  of  cartilage  or  connective  tissue.  Deficient 
thickness  or  girth  arises  from  scanty  periosteal  deposition  on  the 
exterior  :  slenderness  of  the  cancellous  trabeculae  is  the  result  of 
imperfect  myelogenous  apposition  of  osseous  tissue  on  the  primary 
trabeculae  developed  in  the  cartilage  or  from  the  periosteum,  or 
in  other  words  of  imperfect  OBteogeneBia. 

In  bones  formed  from  cartilage  failure  to  increase  in  length  is 
in  many  cases  due  solely  to  defective  proliferation  of  the  cartilage 
at  the  zone  of  ossification :  instead  of  the  normal  array  of  cd- 


Fto.  IIS.    Hkad  of  a  micbociphauc  csild  (Hblbn  Bkckkb). 
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Ttmns  containing  numerous  cartilage-cells,  the  columns  are  few 
and  the  cells  scanty,  or  the  columns  are  entirely  absent  (compare 
Fig.  119  6  c  with  Fig.  \\Z  b  c  d  e). 

In  cases  of  well-marked  arrest  of  growth  the  columns  of  car- 
tilage-cells (h),  even  in  the  larger  long  bones,  fail  to  attain  any 
considerable  height ;  they  sometimes,  indeed,  are  shorter  than  in 
normally -developing  digital  phalanges.  This  condition  has  been 
termed  ck(mdrodi/ttrophia  hypoplaatica  (Kaufmann)  or  achondro- 
platia  (Paeeot). 

In  these  cases  the  process  of  ossification  following  upon  the 
dissolution  of  the  cartilage  does  not  differ  from  the  normal  pro- 
cess (/),  and  the  formation  of  bone  from  the  periosteum  takes 
|dace  in  the  usual  way.     The  disposition  and  arrangement  of  the 
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persistent  remnants  of  calcified  cartilage  are,  however,  abnormal ; 
and  accordingly  the  architectural  structure  of  the  cancellous  or 
spongy  bone  (compare  Fig.  119  e  with  Fig.  113  A)  produced  by 
the  endochondral  ossification  is  altered,  while  at  the  same  time 
the  entire  bone  is  abnormally  thick  in  proportion  to  its  length. 

Should  endochondral  osBification  be  checked  during  the  course 
of  development,  the  growth  of  the  bone  in  its  long  axis  will 
cease.  If  at  this  stage  the  epiphysial  cartilages  that  are  destined 
to  disappear  with  adolescence  are  still  persistent,  they  may  remain 
permanently.     It  thus  happens  that  some  dwarfs,  after  the  twen- 
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tieth  year  has  been  passed  (Fig,  116"),  not  only  have  cartilaginous 
epiphvsial  junctions  at  the  ends  of  the  long  bones  (Fig.  120),  but 
even  between  the  several  bones  of  the  pelvis  and  the  different 
segments  of  the  sternum.  Furthermore,  sutures  such  as  the 
frontal,  which  usually  disappear  at  an  early  age,  may  remain  un- 
united throughout  life  (Fig.  116>. 

In  addition  to  such  simple  failure  of  longitudinal  development 
of  the  bones,  from  inadequate  proliferation  of  the  cartilage-cells, 
as  ifi  observed  in  micromelic  infants  and  in  the  subjects  of  thyroid 
cachexia  (including  cretins),  certain  peculiar  perversions  of  endo- 
choodral  ossification  are  met  with,  which  have  had  their  origin  in. 
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intra-uterine  disease.  These  are  characterised  macroscopically 
by  the  shortness  of  the  diaphyses  (Fig.  121  a)  and  by  a  more  or 
less  marked  thickening  of  their  ends  (Fig.  121  J).  Microacopi- 
cally  they  exliibit  irregularities  in  the  proliferation  and  calcifica- 
tion of  the  cartilage,  with  corresponding  anomalies  of  ossification. 
The  cartilage  indeed  proliferates,  but  no  cellular  columns  are 
formed ;  and  it  may  thereafter  either  soften  or  become  calcified 
and  ossified  in  an  irregular  man- 
ner, the  condition  being  termed 
chondrodystrophia  malacica 
(  Kaufmann  )  or  micromelia 
chondromalaelca.  In  other 
cases   increased   proliferation   of  b\ 
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the  cartilage  in  all  directions  occasionally  seta  in,  producing  exces- 
sive thickening  of  the  ends  of  the  diaphyses.  This  may  be  com- 
bined with  extreme  irregularity  of  ossification,  and  is  now  and  then 
accompanied  by  an  ingrowing  of  the  periosteum  between  the 
cartilage  and  the  bone,  which  of  course  involves  the  entire  cessa- 
tion of  longitudinal  growth.  Inasmuch  as  the  abnormal  pro- 
liferation of  the  cartn^e  is  in  these  eases  the  most  striking 
feature  of  the  process,  the  condition  might  be  suitably  described 
as  chondrodystrophia  hyperplastlca. 
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Premature  gjrnoatosls  takes  place  both  in  situations  that 
normully  are  not  subject  to  ossification,  and  in  parts  that  are 
ossified  only  in  advanced  life,  or  at  least  at  some  later  period  of 
growth. 

Among  the  synchondroses  liable  to  premature  ossification  we 
may  take  for  examples  the  cartilaginous  junction  between  the 
anterior  and  posterior  portions  of  the  body  of  the  sphenoid,  and 
between  the  body  of  the  sphenoid  and  the  basilar  portion  of  the 
occipit)d  bone.  The  former  of  these  begins  to  ossify  at  birth; 
the  latter  between  the  twelfth  and  thirteenth  years.     Premature 


synostosis  of  these  bones,  like  deficient  proliferation  of  the  carti- 
lages, results  in  shortening  of  the  base  of  the  skull  (Virchow), 
and  so  gives  rise  to  depression  of  the  bridge  of  the  nose. 

In  the  sacro-iliac  synchondrosis  deficiency  of  distal  growth 
in  the  lateral  portions  of  the  sacrum,  and  premature  synostosis 
with  the  ilium  (Fig.  122),  result  in  imperfect  lateral  expansion  of 
the  pelvis.  By  bilateral  synostosis  a  symmetrical  transverse  con- 
traction (Fig.  122),  and  by  unilateral  synostosis  an  unsymmetri- 
cal  6r  oblique  transverse  contraction  of  the  pelvis  is  produced. 
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Under  certain  conditions,  imperfect  development  of  the  sacrum 
itself  also  produces  transverse  contraction  of  the  pelvis  (Lrrz- 
mann). 

The  sutures  between  the  flat  cranial  bones  are  the  best  exam- 
ples of  the  syndesmoses,  and  they  usually  persist  until  adult  age. 
Since  expansive  growth  in  superficial  extent  occurs  along  the  lines 
of  the  sutures,  through  apposition  of  bone  at  their  margins,  pre- 
mature ossification  produces  arrest  of  the  growth  of  the  skull  as  a 
whole,  and  the  result  is  cranio-Btenosis. 

In  premature  synostosis  of  all  the  sutures,  the  cranium  remains 
small  in  all  its  dimensions,  producing  microcephalia.  Premature 
ossification  of  the  coronary  and  lambdoid  sutures  checks  longitudi- 
nal expansion,  that  of  the  sagittal,  spheno-parietal,  parieto-tempo- 
ral,  and  frontal  sutures,  prevents  lateral  development  of  the  skull. 
If  the  cerebrum  increases  notably  in  bulk  after  partial  synostosis 
has  begun,  compensatory  overgrowth  takes  place  in  the  sutures 
still  unossified,  and  room  for  the  growing  brain  is  thus  provided. 
Such  local  deficiency  and  compensatory  overgrowth  cause  the  form 
of  the  cranium  to  deviate  more  or  less  from  that  characteristic  of 
the  race  to  which  the  affected  person  belongs,  and  not  infrequently 
a  skull  is  thus  produced  which  differs  from  every  normal  type. 

Inadequate  endochondral  growth  in  linear  dimensions  is  in 
some  cases,  but  by  no  means  always,  combined  with  premature 
synostosis  of  the  synchondroses  and  syndesmoses.  The  former 
condition  may  be  present  though  there  is  no  premature  synostosis; 
and  the  latter,  especially  in  the  cranium,  may  appear  unaccom- 
panied by  any  disturbance  of  normal  endochondral  growth. 

Intra-uterine  arrest  of  the  longitudinal  development  of  the  bones  is  generally 
described  by  writers  under  the  name  of  micromelio  foetal  rickets,  and  a 
very  large  number  of  cases  have  been  recorded.  The  term  rickets  or  rachitis 
is,  however,  inappropriate,  for  the  abnormal  processes  at  the  zone  of  endo- 
chondral ossification  are  not  analogous  to  those  observed  in  rickets,  and  the 
disorders  of  periosteal  ossification  characteristic  of  rickets  are  entirely  absent. 
It  is  still  an  open  question  whether  true  rickets  ever  occurs  as  an  intra-uterine 
affection.    Mori  believes  that  he  has  demonstrated  its  existence  in  one  case. 

Even  in  members  of  the  same  race,  the  form  of  the  skuU  is  subject  to 
marked  variation,  and  the  variation  is  still  greater  when  different  races  are 
compared.  The  characteristic  measurements  of  the  cranium  are  its  length, 
height,  and  breadth.  The  cephalic  index  is  the  ratio  of  its  length  (taken  as 
100  units)  to  its  breadth.  The  altitudinal  index  is  the  ratio  of  its  length  to 
its  height.  The  accepted  horizontal  plane  is  that  passing  through  the  upper 
edges  of  the  external  auditory  meatus  and  the  lower  orbital  margins. 

According  to  the  variations  of  the  cephalic  index,  we  distinguish  the  dolicho- 
cephalic (index  less  than  75)  and  the  hrachycephalic  (index  more  than  80)  types. 
Intermediate  forms  are  called  mesocephalic.  If  the  ratio  of  the  breadth  to  the 
height  is  less  than  70,  the  skull  is  platycephalic ;  if  between  70  and  75,  ortho- 
cephalic;  if  above  75,  hypsocephalic.  The  character  of  the  facial  profile  is 
indicated  by  the  facial  angle  of  Camper,  namely  the  angle  between  a  line 
on  the  level  of  the  external  auditory  meatus  and  the  floor  of  the  nasal  cavity 
and  a  line  touching  the  middle  of  the  forehead  and  the  anterior  portion  of  the 
alveolar  process  of  the  superior  maxilla.    If  this  angle  be  80^  or  more,  the  skull 
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is  called  orthognathous ;  if  it  is  between  80°  and  65°,  prognathous  (Gegenb aub). 
The  mean  cuoic  capacity  of  the  male  cranium  is  1450  cubic  centimetres;  that 
of  the  female  is  1300  cubic  centimetres  (Wrlcker). 

Pathological  types  of  skoll  are  due  in  part  to  premature  synostosis. 
Among  them  we  distinguish  the  hydrocephalic  type  (from  dropsy  oi  the  ven- 
tricles), the  cephalonic  Tor  big  head),  the  microcephalic  (or  small  head),  the 
dolichocephcdic  (or  long  nead),  the  sphenocephalic  (or  wedge-shaped  head  due 
to  compensatory  development  of  the  anterior  fontanelle),  the  leptocephalic  (or 
narrow  head),  the  clinocephcdic  (or  saddle-shaped  head),  the  trigonocephalic  (or 
triangular  head  due  to  narrowing  of  the  frontal  bone,  from  foetal  synostosis  of 
the  frontal  suture),  the  hrachycephalic  (or  short  head),  the  pachycephcdic  (in 
which  the  bones  of  the  cranium  are  thickened),  the  oxycephalic  (or  pointed 
head),  the  platycephalic  (or  flat  head),  the  trochocephalic  (or  round  head),  and 
the  plagiocephalic  (or  unsymmetrical  oblique  head). 

References  on  Hypoplana  and  Premature  St/nostosis  of  Bones. 

A£BT :  Schadelformen  d,  Menschen  und  Affen  Leipzig  1862 

Bode:  Foetal  rickets  F.  ^.  03  1883 

DoLEOA :  Cretinism  from  impeded  bone-growth  Zieglefs  Beitrdge  ix  1891 

Eberth  :  Diefdtale  Rachitis  Leipzig  1878 

Fischer:  Monatsschr,  f.  Geburtsk.  xiv,  and  A,f,  Gyndk,  vii  1875 

Fridolin  :  Skull-deformities  in  early  life  V.  A,  100  1885 

Grawitz:  Foetal  cretinoid  development  of  bone  V,  A,  100  1885 

Grundler:  Cachexia  strumipriva  ^rtin«'  MittheiL  chir.  Klinik  i  Tubingen  1884 

Hofmeister  :  Results  of  experimental  removal  of  the  thyroid  Beitrdge  von 
Bruns  xi  1894 

Kaufmann:  Die  sogenannte  fotale  Rachitis  Berlin  1892;  Hyperplastic  dystro- 
phy of  cartilage  Ziegler's  Beitrdge  xiii  1893 

KiBCHBERG  and  March  AND,  F. :  i^oetal  rickets  (micromelia  chondronudacica) 
Ziegler's  Beitrdge  v  1889 

Klebs:  Cretinism  A,f,  exv.  Path,  ii  1874 

KusTNEB,  O. :  Trigonocepnalia  V,  A.S3  1880 

Litzmann:  Transverse  contraction  of  pelvis  A,  /.  Gyndk.  xxv  1884;  Die 
Formen  des  Beckens  Berlin  1861 

Mori:  Intra-uterine  rickets  Cent.f.  allg.  Path,  iv  1893 

Mt^LLKR,  H. :  Foetal  rickets  WiirAur^,  med.  Zeit,  1 1860 

Paltauf  :    Ueber  den  Zwergumchs  Vienna  1891 

Rohrer:  Case  of  a  dwarf  F.  ^.  101  1885 

Salvetti  :  Foetal  rickets  Ziegler*s  Beitrdge  xvi  1894 

Schauta:  Anomalies  of  the  pelvis  Mailer's  Handb,  d,  Gehurtshiilfe  1888 

Stilling:  Imperfect  osteogenesis  F.  A,  115  1889 

Urtel  :  Foetal  rickets  Inaug,  Diss,  Halle  1873 

Virchow:  Gesamm.  AhhandL  Frankfort  1856;  Entwickelung  d,  Schddelgrundes 
Berlin  1857;   WUrzburg.  Verhandl,  vii  1857;  F.  ^.  5,  13,  94  1883 

Welcker  :  Wachsthum  u.  Ban  d.  menschlichen  Schddels  Leipzig  1862 

Winkler  :  Foetal  rickets  with  micromelia  A.f.  Gyndk.  ii  1871 

57.  Excessive  longitudinal  growth  of  the  bones  depends  upon 
abnormal  proliferation  of  cartilage  in  the  process  of  endochondral 
ossification,  and  excessive  thickness  upon  abnormal  addition  of 
osseous  tissue  by  apposition.  The  two  processes,  when  they 
affect  the  entire  osseous  system,  lead  to  hypertrophy  of  the 
skeletoii,  or  girantic  overgrowth. 

Growth  of  t£e  bones  beyond  the  ordinary  dimensions  proper 
to  the  race,  and  to  the  ancestral  stock,  may  be  noticeable  even 
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at  birth,  though  more  usually  it  makes  its  appearance  during 
the  period  of  adolescence,  or  even  after  the  time  when  growth 
normally  ceases.  The  increase  in  the  several  parts  of  the 
skeleton  may  be  symmetrical  and  uniform  ;  more  commonly, 
however,  the  hypertrophy  is  unequal,  so  that  the  normal  rela- 
tive proportions  of  the  parts  are  disturbed.  At  the  same  time 
the  hypertrophied  parts  may  be  irregularly  enlarged,  and  so  be- 
come more  or  less  deformed.  Such  deformity  is  moat  frequently 
observed  in  tlie  bones  of  the  skidl  (Fig.  123)  and  at  the  encU 
of  the  limb-bones. 

The  causes  of  excessive  development  of  the  osseous  structures 
are  stilt  obscure.  It  is  nat- 
ural to  assume  that  the 
variety  that  begins  in  the 
early  or  intra-uterine  pe- 
riod of  growth  is  due  to 
heredity.  When  the  hyper- 
plasia first  makes  its  ap- 
pearance during  extra-ute- 
rine growth,  it  is  possible 
that  external  innuences 
play  an  important  part  in 
the  causation,  in  addition 
to  some  hereditary  predis- 
position. Perhaps  chemical 
agents  may  be  influential  in 
producing  these  changes. 
In  support  of  tliis  theory 
the  experimental  investiga- 
tions of  Wegsek,  Maas, 
and  GlES  might  be  cited. 
These  investigations  show 
that  phosphorus  and  ar- 
senic, when  given  in  small 
doses  during  the  period  of 
adolescent  growth,  produce 
au  increase  of  bone  at 
every  point  which  is  the 
site  of  physiological  appo- 
sition. 

Abnormal  osseous  hypertrophy  may  continue  to  progress  until 
death,  or  it  may  cease  after  a  few  years. 

Overgrowth  of  individual  portions  of  the  skeleton,  or  partial 
gigantiBin,  occurs  in  the  bones  of  t)ie  skull  (Fig.  123),  and  affects 
tlie  bones  of  the  cranial  vault  as  well  as  those  of  the  face.  The 
overgrowth  is  sometimes  uniform,  at  other  times  irregular  in  its 
distribution ;  occasionally  also  the  hones  so  affected  possess  a 
tuberous  or  lobate  surface.     VntCHOW  has  termed  the  condition 


{Case  obierved  by  Buhl) 
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leontiasis  ossea.  Cases  are  recorded  in  which  the  weight  of 
tlie  skull  reached  five  kilogrammes. 

Where  a  particular  part  of  the  body,  such  as  the  foot,  or  a  toe 
or  finger,  are  from  any  cause  overgrown,  the  bones  of  the  part 
are  frequently  hypertrophied  to  a  corresponding  extent.  As 
examples  of  excessive  growth  of  individual  bones,  and  of  the 
development  of  new  or  supernumerary  ones,  the  following  are 
specially  noteworthy  —  the  development  of  the  anterior  portion 
of  the  transverse  process  of  the  seventh  cervical  vertebra  into  a 
rib  ;  the  lengthening  of  the  twelfth  rib,  and  the  formation  of  a 
rudimentary  thirteenth  rib;  and  the  abnormal  enlargement  of 
the  bony  surfaces  and  points  of  attachment  of  tendons,  described 
under  the  various  names  of  apophyses,  tuberosities,  tubercules, 
spines,  and  crests. 

Tmnonr-like  formations  of  new  bone  sometimes  occur  in 
situations  where  no  outgrowths  normally  exist.  Such  tumours 
appear  on  the  cranium  as  well  as  on  tjie  other  portions  of  the 
skeleton,  and  are  sometimes  composed  of  compact  ivory-like  bone, 
and  at  other  times  of  spongy  or  cancellous  tissue  :  they  may  be 
multiple.  Many  cases  are  reported  in  which  tuberous  or  spicular 
bony  growths  have  been  formed  over  the  entire  skeleton,  or  the 
greater  portion  of  it,  the  protuberances  being  usually  covered 
with  a  layer  of  cartilage  at  their  growing  margins  (Art.  62). 
On  the  larger  long  bones  these  growths  are  generally  found  at 
the  articular  ends,  and  near  the  cartilaginous  stratum  between 
diaphysis  and  epiphysis.  They  may  however  occur  in  any  other 
situation  —  for  example,  on  the  flat  surfaces  and  the  crest  of  the 
ilium,  on  the  ischium,  or  on  the  pubes. 

The  mode  of  origin  and  the  significance  of  these  and  other 
similar  formations  are  very  various.  The  occurrence  of  super- 
numerary ribs  is  taken  as  evidence  that  man  is  descended  from 
ancestors  who  possessed  a  larger  number  of  ribs,  and  in  this 
respect  one  is  reminded  of  the  structure  of  the  anthropoid 
apes.  The  enlargement  of  tuberosities,  crests,  and  the  like,  is 
regarded  as  merely  a  local  overgrowth  of  parts  whose  develop- 
ment is  normally  subject  to  wide  variations,  possibly  favoured 
in  certain  instances  by  some  excessive  traction  exercised  by  the 
muscles. 

The  causes  of  general  or  local  gigantic  overgrowth,  of  diffuse 
hjrperostosis  of  the  cranium,  and  of  circumscribed  tumour-like 
osseous  formations,  are  for  the  most  part  still  unknown.  Some- 
times chronic  or  frequently  recurring  inflammation,  such  as  cuta- 
neous erysipelas  of  the  head  (Virchow),  appears  to  be  a  cause. 
In  other  cases  traumatic  injury  leads  to  osseous  hyperplasia. 
Cases  are  reported  in  which  a  kick  in  the  face  by  a  horse  (Buhl) 
or  an  operation  on  the  face  (Jourdain)  has  resulted  in  hjrper- 
ostosis  not  of  the  injured  part  only  but  of  the  entire  skull.  The 
phenomenon  is  not  unnaturally  accounted  for  by  the  assumption 
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that  in  these  particular  instances  the  periosteum  and  marrow 
possessed  an  inherited  predisposition  to  excessive  osteogenesis. 
As  regards  multiple  hyperostoses,  the  theory  of  inherited  pre- 
disposition seems  to  offer  the  only  explanation,  and  its  relevance 
is  rendered  probable  by  the  fact,  on  the  one  hand,  that  these 
hyperostoses  generally  make  their  appearance  during  the  period 
of  growth,  and,  on  the  other  hand,  that  they  frequently  run  in 
families.  When  multiple  hyperostosis  appears  for  the  first  time  in 
a  family,  it  is  probably  to  be  regarded  as  a  spontaneous  variation 
or  ^  sport,'  to  be  classed  with  other  like  anomalies  of  development. 

References  on  Hypertrophy  of  the  Skeleton  and  on  Local  Overgrowth% 

and  Exostoses. 


Ahlfeld  :  Die  Missbildungen  i  Leipzig 

Bessel-Hagen  :  Anomalies  of  bones  and  joints  Langenbeck*s  Arch.  41  1891 

VON  Buhl:   Giant  with  cranial  hyperostosis  Mittheil.  MUnchen.  path,   Inst. 

Stuttgart  1878 
Fischer  :  Cranial  hyperostosis  D,  Z.f,  Chir,  xii  1880 
Frankel,  M. :  Pseudo-elephantiasis  V,  A,  i6  1869 
Friedreich  :  Hyperostosis  of  the  skeleton  V,  A,  43  1868 
Fritsche  and  Klebs  :  Pathologic  des  Riesenwuchses  I^ipzig  1884 
Heymann:  Hereditary  multiple  exostoses  V,  A.  104  18B6 
Kessler:   Case  of  lipomatous  macropodia  Inaug,  Diss.   Halle  1869  (with 

references) 
Laburthe:  Les  exostoses  de  deceloppement  Paris  1871 
PooRE :  Hereditary  exostoses  Lancet  ii  1873 
Virchow  :  Krankhafte  GeschwUlste  ii  1865 
Weber,  CO.:  Die  Exostosen  Bonn  1856 
WiTTELSHOFER  :  Gigantic  overgrowth  of  fingers  A.f,  klin,  Chir.  24 1879 

References  on  Bony  Hyperplasia  from  the  Effects  of  Arsenic  and 

Phosphorus. 

GiEs:  Influence  of  arsenic  A.f  exp.  Path,  viii  1877 
Kassowitz:  Z.f.  klin.  Med.  vii  1883 

Maas  :  Tageblatt  d.  Leipzig.  Naturforscherversammlung  1872 
Weoner :  Influence  of  phosphorus  V.  A.  bb  1872 
ZiPPELius:  D.  Z.f.  Thiermed.  ii  1876 

58.  If  the  diaphysis  of  one  of  the  long  bones  becomes  chroni- 
cally inflamed  from  the  presence  in  it  of  a  tuberculous  focus  or 
of  a  necrotic  sequestrum  resulting  from  acute  osteomyelitis,  and  if 
the  inflamed  region  is  situated  not  too  near  the  epiphysial  carti- 
lage and  the  patient  is  young,  not  only  hyperostosis  of  the  diaphy- 
sis but  increased  longitudinal  growth  are  occasionally  induced. 
The  like  may  ensue  when  the  periosteum  and  marrow  of  the 
diaphysis  have  been  subjected  to  chronic  irritation  from  any  other 
cause,  such  as  a  cutaneous  ulcer,  or  the  insertion  of  metal  or  ivory 
pegs ;  but  the  irritation  must  be  neither  too  slight  nor  too  intense, 
and  the  resulting  inflammation  must  not  extend  to  the  end  of 
the  diaphysis  (Olliek,  von  Lanoenbeck,  von  Bebqmann,  and 
others). 
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In  exceptional  eases,  arthritis  results  in  morbid  overgrowth  in 
length  of  the  bones  contiguous  to  the  affected  joint  (von  Lang- 
ENBECK,  Weinlbchner,  Schott,  and  others).  According  to 
Ollieb,  von  Langenbeck,  von  Bergmann,  Haab,  Weinlech- 
NEB,  Schott,  and  others,  inflammatory  elongation  of  one  bone 
sometimes  induces  similar  overgrowth  of  another  neighbouring 
bone. 

When  the  focus  of  inflammation  is  not  too  near  the  epiphysial 
cartilage,  the  excessive  longitudinal  growth  seems  to  take  place 
uniformly.  If  the  inflammatory  focus  is  nearer  the  growing  car- 
tilage, slight  irregularities  appear  in  the  formation  of  the  medul- 
lary cavities,  and  these  are  followed  by  similar  irregularity  in  the 
ossification.  This  may  occur  both  in  the  intermediary  or  epi- 
physial and  in  the  articular  cartilage :  in  both  situations  a  more 
or  less  complete  destruction  of  the  cartilage  is  the  result.  When 
the  growth  of  the  epiphysial  cartilage  ceases  the  bone  is  able  to 
increase  but  slightly  in  length,  the  articular  cartilage  even  in  very 
young  persons  producing  but  little  bone. 

When  it  lies  within  the  region  of  inflammation,  the  epiphysial 
cartilage  is  very  rapidly  destroyed.  In  suppurative  osteomyelitis 
it  sometimes  undergoes  complete  necrosis,  and  longitudinal  growth 
at  the  affected  end  naturally  comes  to  a  standstill. 

As  has  been  already  observed,  under  these  conditions  separa- 
tion of  the  epiphjrsis  is  brought  about. 

The  disorders  of  endochondral  ossification  produced  by  in- 
herited syphilis,  commonly  described  as  syphiUtic  osteochon- 
dxitis  (Fig.  124),  have  attracted  the  attention  of  pathologists. 
In  the  slighter  forms  of  this  malady  there  are,  properly  speaking, 
no  definite  inflammatory  foci,  and  the  affection  consists  essentially 
of  irregularity  in  the  deposition  of  the  calcareous  salts  and  in  the 
formation  of  the  medullary  spaces.  In  the  severer  forms  t.ie 
neighbourhood  of  the  articular  cartilage  is  beset  with  greyish-red 
foci  of  osteomyelitis,  which  as  they  break  down  into  pus  become 
yellowish-white  or  yellowish-green.  These  are  of  various  sizes, 
and  within  them  the  osseous  trabeculae  are  necrosed  or  dissolved. 
The  disease  usually  attacks  the  lower  end  of  the  femur ;  next  in 
order  of  frequency  the  distal  ends  of  the  tibia  and  the  bones 
of  the  forearm  are  involved;  and  lastly,  the  other  parts  of  the 
skeleton. 

The  disorder  of  calcareous  deposition  consists  in  an  inter- 
ruption of  the  zone  of  calcification  (Fig.  124  e)  by  scattered 
islands  of  uncalcified  (d)  or  at  most  slightly  calcified  tissue,  while 
in  other  situations  the  calcareous  deposits  extend  far  into  the  car- 
tilage. 

The  irregular  formation  of  the  medullary  spaces  proceeds 
pari  pa%9U  with  the  irregular  calcification.  Here,  also,  the 
advancing  zone  is  not  evenly  formed,  and  some  of  the  medul- 
lary spaces  (jci)  extend  deeply  into  the  substance  of  the  proliferous 
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cartilage.  Aa  these  medullary  spacea  are  generally  vascular,  the 
alteration  may  he  ohserved  with  the  unaided  eye ;  and  in  like 
manner  the  irregular  formation  of  the  whitish  zone  of  calcification 

is  often  very  clearly  recognisiible. 


SYPHILITIC  OiTKOCHONDKtTIS. 


{Steliin  throuah  Ihe  iipptr  bonlfr  0/  the  diaphygil  of  the  Hhia  in  a  jieui-bont  child  affirted 
with  hrreditaiy  syphitii:  prrparntion  hanlrnrd  in  Malltr's  fluid  and  alcohol,  de- 
eatrifled  Kith  picrie  ncid,  etaintd  with  haemaloi-ylin  and  carmine,  and  mounted  in 
Canada  baltam  :  x  BO) 
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The  cartilage  itself  is  sometimes  unaltered,  but  at  times  it 
shows  signs  of  excessive  proliferation,  so  that  the  zone  of  prolifer- 
ous and  hypertrophic  columns  of  cartilage-cells  is  enlarged. 

Corresponding  to  the  alterations  in  the  cartil^2:e,  the  transi- 
tional zone  (/)  between  cartilage  and  bone,  consbting  of  medul- 
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lary  tissue  and  remnants  of  the  calcified  cartilaginous  matrix, 
is  broadened  out  and  uneven.  The  trabeculae  are  sometimes 
scanty  and  slender,  sometimes  stout  and  numerous ;  in  the  latter 
case  they  oft^n  include  cartilage-cells  (^). 

The  elaboration  of  the  osseous  lamellae  on  the  side  of  the 
bone-marrow  is  more  or  less  retarded,  so  that  on  this  account  also 
the  transitional  zone  between  perfect  bone  and  cartilage  (/)  is 
broadened. 

By  the  formation  of  granulomatous  foci  of  disintegration,  the 
remnants  of  the  cartilaginous  matrix  and  the  new  osseous  trabe- 
culae may  be  more  or  less  completely  destroyed ;  while  portions 
of  the  cartilage  also  may  become  necrotic.  Occasionally  in  this 
manner  the  epiphyses  are  at  length  separated. 

Sjrphilitic  osteochondritis  is  a  frequent,  though  not  a  constant, 
concomitant  of  hereditary  syphilis  in  new-born  infants. 

Haab  and  VERAGUTn  have  described  cases  of  separation  of  the  epiphyses 
in  still-bom  syphilitic  infants,  in  which  the  severance  occurred  within  the  epi- 
physial cartilage,  and  resulted  from  antecedent  disintegration,  fibrillation,  and 
fragmentation  of  its  substance.  According  to  their  ob8er>'ations  the  condition 
was  due  to  a  putrefactive  process,  which  may  probably  affect  in  a  similar 
manner  atiU-bom  putrefied  foetuses  that  are  not  syphilitic. 
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59.     Rickets,  also  termed  rachitis,  or  the  *'  English  d 
is  &  generul  disunler  of  nutrition  which  appears  during  childhood, 
and  is  characterised  anatomically  hy  increased  bone-reaorption. 


and  neutral  a 
external  perioaleum 
extern aI  pcrlnBteal  depnalt  of  bone 
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I   of  OBteoM   tlis 
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remnanta  at  old  bone 


marrow  rlrli  In  cells  tn  proximity  to 

the  old  bone 
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within  the  periosteal  Mteold  tlMoe 


by  deficient  calcification  of  the  cartilages,  and  by  the  formation 
and  persistence  of  imperfect  uncalcified  bone  or  osteoid  tissue. 

As  has  already  been  more  than  once  remarked,  resorption  of 
the  osseous  tissue  already  formed  always  takes  place  during  the 
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period  when  the  bones  are  growing,  but  it  is  confined  to  definite 
regions.  In  rickets  the  state  of  things  is  so  far  altered  that  the 
amount  of  lacunar  resorption  is  excessive,  with  the  result  that 
in  marked  cases  considerable  portions  of  the  already-completed 
bony  skeleton  are  again  destroyed.  In  the  long  tubular  bones 
and  in  the  short  bones,  the  cortical  stratum  is  thereby  rendered 
more  or  less  osteoporotic,  and  the  osseous  trabeculae  of  the  can- 
cellous tissue  become  attenuated  or  disappear.  The  compact 
substance  of  the  flat  bones  of  the  skull  may  be  reduced  to  a  few 
lamellae  (Fig.  125  t),  so  that  the  characteristic  differentiation  of 
the  bony  structure  into  an  outer  and  inner  table  (compare  Fig. 
110  with  Fig.  125)  and  a  diploe  is  entirely  effaced. 

At  an  early  stage  peculiar  and  anomalous  processes  of  ossifi- 
cation are  associated  with  these  changes,  uncalcifled  bone  or 
osteoid  tissue  being  abundantly  produced  and  deposited  on  the 
remnants  (t)  of  the  older  osseous  trabeculae  (A),  or  forming  new 
trabeculae  of  its  own  (A  Aj).  These  new  trabeculae  are  elabo- 
rated by  the  bone-marrow  (Aj)  and  the  periosteum  (A),  both  of 
which  are  highly  vascular  and  hyperaemic.  The  formation  of 
osteoid  trabeculae  within  the  marrow  takes  place  in  a  manner 
similar  to  that  observed  in  the  case  of  internal  callus  (Art.  45), 
except  that  no  such  striking  multiplication  of  osteoblasts  precedes 
the  appearance  of  the  compact  groundwork  of  the  bone.  The 
provisional  tissue  as  it  stands  is  more  directly  transformed  into 
osteoid  trabeculae.  Even  when  new  osteoid  tissue  is  deposited 
upon  old,  or  upon  persisting  bony  trabeculae,  the  provisional 
tissue  consists  not  only  of  epithelioid  osteoblasts,  but  also  of  fusi- 
form and  stellate  cells  with  a  fibrillar  intercellular  substance. 

The  trabeculae  (A)  elaborated  by  the  periosteum  are  formed 
in  a  manner  similar  to  the  trabeculae  of  external  callus  (Art.  45), 
in  other  words  they  originate  from  a  matrix  that  is  partly  cellular 
and  partly  fibro-cellular.  Cartilage  may  also  be  formed  in  the 
periosteum  of  the  long  bones,  and  this  later  on  becomes  trans- 
formed in  the  way  already  described.  The  marrow  of  the  myelo- 
genous and  of  the  periosteal  osteoid  tissue  consists  of  highly- 
vascular  partly  reticular  and  partly  fibrillar  connective  tissue, 
enclosing  free  roimd-cells. 

The  above-mentioned  processes,  in  somewhat  advanced  cases 
of  rickets,  lead  to  the  development  upon  the  surface  of  the  bones 
of  vascular  and  hyperaemic  tissue  of  spongy  texture,  which  though 
it  is  capable  of  resisting  moderate  pressure  with  the  finger  is  easily 
cut  through  with  the  knife.  It  is  specially  abundant  at  points 
where  periosteal  apposition  is  normally  active,  e.g.  on  the  diaphy- 
ses  of  the  long  bones  and  about  the  regions  of  active  periosteal 
growth  (Fig.  125  6)  on  the  exterior  of  the  flat  bones  of  the  skull. 

When  the  older  bone  has  been  subject  to  much  resorption 
(^  d  «),  it  too  may  easily  be  cut  through  with  the  knife. 

The  trabeculae  of  osteoid  tissue  are  devoid  of  calcium-salts, 
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and  consist  of  a  fibrous  reticulated  matrix  (KAssownz)  which 
stains  deeply  with  carmine,  and  contains  rather  large  bone-cor- 
puscles and  cells.  These  last  undergo  maiked  ductuations  as  to 
number,  and  are  distributed  sometimes  uniformly  and  sometimes 
irregularly.  So  long  as  the  rachitic  affection  persists,  these  tra- 
beculae  remain  free  from  calcium-salts,  or  take  them  up  only  at 
a  very  late  st^e,  and  then  at  first  only  in  the  central  parts  (m). 
T^ot  untU  recovery  begins  does  complete  calcification  take  place, 
and  the  bone,  considerably  enlarged  and  thickened  by  the  luxu- 
riant periosteal  overgrowtii,  becomes  at  length  hard  and  rigid. 


Fra.  12T.  FoKXATioK 
{PrtpartUioH  hardened 
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TascuUc  processes 


!    osteoid  tiune 


The  disorders  of  periosteal  and  myelogenous  ossification  in 
rickets  are  always  accompanied  by  corresponding  anomalies  of 
endochondral  ossification.  The  absence  of  a  zone  of  calcification 
at  the  line  of  growth  is  the  most  salient  feature.  In  severe  forms 
of  rickets  there  may  be  no  calcareous  deposition  at  all.  In 
slighter  cases  of  the  disease  the  cartilage  still  shows  scattered 
islands  of  calcification  (Fig.  126/). 

A  second  characteristic  feature  is  enlargement  of  the  zone  of 
proliferation  in  the  cartilage  (6  c).  and  usually  of  the  columns 
of  hypertrophic  cells  (d).  A  third  feature  is  the  formation  of 
vascuuir  medullary  cavities  (e),  which  grow  out  in  an  entirely 
irregular  manner  from  the  bone-marrow  into  the  cartilage. 
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These  three  alterations  have  these  results — first,  that  the 
taransition  from  cartilage  to  bone  is  not  indicated  by  the  usual 
white  line  (Art.  54),  its  place  being  occupied  by  at  most  a  few 
small  white  specks ;  and  secondly,  that  the  zone  of  proliferous 
cartilage,  distinguishable  from  the  inactive  cartilage  by  its  trans- 
lucency,  is  more  or  less  broadened.  At  the  same  time  the  line  of 
demarcation  between  cartilage  and  bone  is  not  even,  but  in  many 
places  distorted  and  interrupted,  the  medullary  spaces  extending 
visibly  for  very  various  distances  into  the  cartilage.  At  the  same 
time  blood-vessels  in  abnormal  abundance  penetrate  from  the 
perichondrium  into  the  cartilage. 

The  substitution  of  uncalcified  cartilage  by  medullary  spaces 
is  always  started  by  the  ingrowing  of  a  blood-vessel,  which  may 
be  .naked  or  accompanied  by  groups  of  cells  (Fig.  127  c).  The 
changes  the  cartilage  thereby  undergoes  (compare  Fig.  85)  are 
exactly  similar  to  those  which  take  place  in  periosteal  cartilage 
in  process  of  ossification.  As  the  cartilaginous  capsules  rupture, 
the  cartilage-cells  become  free  and  are  changed  into  marrow-cells 
(Fig.  85  f). 

Where  the  cells  in  the  neighbourhood  of  new  vascular  spaces 
persist,  the  cartilage  may,  by  special  modes  of  transformation, 
assume  directly  the  appearance  of  osteoid  tissue  (Fig.  127  d  and 
Fig.  85  /).  When  the  proliferous  cartilage  has  been  coloured 
bluish-violet  by  double-staining  with  haematoxylin  and  carmine, 
the  osteoid  tissue  will  become  dark-red. 

With  the  increase  in  size  of  the  medullary  spaces  the  mass  of 
the  cartilage  naturally  decreases.  But  it  must  be  regarded  as 
characteristic  of  rickets  that  nevertheless  the  cartilage  is  neither 
completely  destroyed  nor  completely  transformed.  Trabeculae  of 
cartilage  (Fig.  124  A)  persist,  here  and  there,  between  the  medul- 
lary spaces,  and  we  may  say  that  the  more  severe  the  disease  the 
greater  is  the  number  of  these  residual  trabeculae. 

The  persisting  cartilaginous  trabeculae  are  gradually  changed 
into  osteoid  tissue  from  theii*  periphery  inwards,  and  at  other 
points  osteoid  trabeculae  are  formed  from  the  bone-marrow  (Fig. 
126  i)  at  the  same  time.  A  zone  of  osteoid  tissue  (Fig.  124  t) 
thus  arises  behind  the  area  of  proliferous  and  vascular  cartilage 
(c  rf),  whose  trabeculae  enclose  more  or  less  numerous  islets  of 
unaltered  cartilage  (A).  This  zone  may  reach  a  width  of  5,  10, 
or  15  millimetres,  or  even  more  in  the  long  bones,  and  forms  a 
highly-vascular  structure  which,  in  its  physiological  characters, 
corresponds  exactly  to  the  periosteal  osteophytic  layers,  and  offers 
a  certain  elastic  resistance  to  the  pressure  of  the  finger,  though  it 
yields  on  the  application  of  greater  force,  and  is  pliable. 

The  arrangement  of  the  osteoid  trabeculae  (Fig.  124  t)  is 
entirely  different  from  the  type  characteristic  of  normal  ossifica- 
tion (compare  Fig.  113),  and  in  form  also  they  are  entirely  differ- 
ent from  normal  osseous  trabeculae.     Their  increased  thickness 
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is  the  result  of  apposition  from  the  bone-marrow,  which,  in  the 
neighbourhood  of  osteoid  tissue,  and  sometimeB  also  in  the  neigh- 
bourhood of  proliferous  cartilage,  contains  a  notable  proportion  of 
fibrillar  ground-substance,  enclosing  spindle-shaped  and  stellate 
cells  and  relatively  few  round-cells.  The  flat  and  spindle-shaped 
osteoblasts,  together  with  the  fibro-ceiiular  tissue,  play  the  part  of 
plastic  or  formative  material  deposited 
upon  the  osteoid  trabeculae. 

Deposition  of  calcium-aalts  in  the 
osteoid  tissue  at  length  begins  to  take 


place  at  a  certain  distance  from  the  cartilage,  the  distance  vary- 
ing with  the  severity  of  the  rachitic  affection.  This  deposition 
always  begins  in  the  centre  of  the  osteoid  trabeculae.  To  the 
purely  osteoid  tissue  is  thus  added  a  zone  of  osteoid  trabeculae 
(Fig.  124  it)  whose  centres  are  by  a  process  of  calcification  trans- 
formed into  true  bone. 
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The  resultant  effect  of  the  rachitic  disorder  of  osBification  on 
the  form  and  structure  of  the  skeleton  may  be  inferred  from  the 
nature  of  the  separate  processes.  The  abundant  proliferation 
of  the  epiphysial  cartilage  produces  thickening  of  the  articular 
ends  of  the  bones,  while  by  the  luxuriant  periosteal  formation  of 
uncalcified  osteophytes  the  diaphyses  of  the  long  bones  and  the 
external  strata  of  the  flat  bones  are  thickened.  After  the  rachitics 
process  has  ceased  the  bone  is  thus  abnormally  thick,  clumsy,  an<^ 
heavy. 

The  softness  of  the  osteoid  tissue  produces  a  more  or  les^ 
free  mobility  of  the  cartilaginous  epiphyses  upon  the  diaphysi*, 
on  account  of  which  at  times  the  ends  of  the  latter  are  sharply 
bent  (Fig.  129).     By  pressure  in  the  direction  of  the  axis  of  th« 
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diaphysis,  the  soft  epiphysial  cartilages  are  at  the  same  time  de- 
pressed.  Deficiency  of  longitudinal  growth  results  from  the 
irregularity  and  incompleteness  of  the  endochondral  ossification. 

The  rarefaction  of  t)ie  cortical  and  cancellous  parts,  and  the 
lack  of  calcium-salts  in  the  newly-formed  periosteal  and  myelo- 
genous strata,  produce  softness  of  the  bones.  This  softness,  in 
the  long  bones  of  the  limbs,  and  in  those  of  the  thorax,  of  the 
shoulder,  and  of  the  jjelvic  girdle,  gives  rise  in  the  early  stages  of 
rickets  to  easy  indentation  and  fracture,  and  in  the  later  stages  to 
flexure  and  curvature  (Fig.  128).  In  the  short  bones,  especially 
those  of  the  trunk,  flattening  may  result  from  compression. 

The  form  assumed  by  the  bones  of  the  extremities,  of  the  pelvic 
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and  pectoral  girdles,  and  of  the  vertebral  column,  is  determined 
chiefly  by  the  traction  of  muscles  and  by  the  weight  of  the  body. 
In  the  case  of  the  thorax,  in  addition  to  the  action  of  the  muscles 
of  respiration,  the  external  atmoapheric  pressure  comes  into  play. 
Ab  the  result  of  these  various  stresses,  the  long  bones  of  the 
limbs,  and  especially  of  the  legs,  are  apt  to  become  curved  and 
distorted.  If  the  periosteal  ossification  is  that  which  is  most 
interfered  with,  the  diaphysis  becomes  evenly  curved  (Fig.  128)  ; 
if,  on  the  other  hand,  it  is  the  endochondral  ossilication  that  is 
chiedy  disordered,  the  result  is  angular  flexure  or  oblique  dis- 


FlO.131,      ElCXKTT  (F8BUI>0-0aTR0IULACIC) 


placement  of  the  epiphyses  (Fig.  129).  The  pelvis,  in  less  severe 
cases  of  rickets,  is  usually  flattened  (Fig.  130),  the  sacrum  sink- 
ing into  the  pelvic  cavity  and  with  its  wings  forming  a  plane 
rather  than  a  concave  surface  at  the  posterior  portion  of  the  pel- 
vic inlet.  At  the  same  time  the  lower  portion  of  the  sacrum  is 
bent  sharply  forward ;  the  venters  of  the  ilia  are  small,  and 
diverge  anteriorly  from  each  other ;  the  pubic  arch  is  wide  ;  and 
the  acetabula  point  more  anteriorly  than  is  normal.  In  severe 
cases,  where  the  pelvic  bones  are  very  soft  (Fig.  131),  the  prom- 
ontory of  the  aacnim  projects  sharply  forward  and  extends  inward 
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beyond  the  wings  of  the  sacrum,  the  acetabular  region  is  pressed 
inward,  and  the  symphysis  is  carried  forward  ;  so  that  the  pelvic 
inlet,  as  in  osteomalacia,  becomes  heart-shaped.  This  form  is 
termed  the  psendo-osteomalacic  pelvis. 

In  the  spine,  kyphotic,  lordotic,  and  scoliotic  curvatures  are 
produced  (Art.  60).  The  thorax  sinks  in,  especially  at  the  points 
where  the  ribs  join  the  cartilages.  The  bony  ribs  frequently  form 
a  re-entrant  angle  with  the  soft  proliferous  portions  of  the  costal 
cartilages.  When  this  deformity  of  the  thorax  is  extreme,  the 
sternum  is  thrust  forwards  like  a  keel,  forming  the  pectus  cari- 
natum^  or  pigeon-breast.  Occasionally,  the  sternum  also  sinks 
in  and  is  compressed  laterally,  so  that  a  concave  depression  is 
formed  at  its  lower  end  ;  this  constitutes  the  infundibular  or 
funnel-shaped  thorax. 

When  resorption  of  the  flat  cranial  bones  has  been  excessive, 
particular  portions  may  revert  to  the  condition  of  membrane 
(^craniotabes  rachitica)^  while  the  remaining  portions  are  com- 
posed principally  of  spongy  osteoid  tissue.  The  fontanelles  are 
accordingly  large,  while  the  sutures  appear  broadened,  pliant,  and 
membranous,  and  bordered  by  soft  edges.  Large  areas  of  the 
occipital  and  parietal  bones  are  sometimes  thus  softened,  and 
feel  like  mere  skin,  the  firm  and  resistent  bone  they  contain  being 
reduced  to  a  few  islands. 

Dentition  is  delayed  in  rickets.  The  disease  is  most  frequent 
in  the  first  and  second  years  of  life.  It  may  supervene  however 
up  to  the  tenth  year,  and  not  infrequently  osseous  changes,  which 
are  attributable  to  rickets,  make  their  appearance  at  the  time  of 
puberty,  and  induce  abnormal  pliability  of  the  bones. 

Kassowitz  maintains  that  rickets  is  an  inflammatory  disease  of  bone, 
which  starts  at  the  seats  of  osseous  apposition  and  gradually  affects  the  entire 
structure.  This  view  he  bases  upon  his  minute  researches  concerning  the  pro- 
cess. He  seeks  to  explain  all  the  pathological  phenomena  by  the  theory  that  the 
vascularity  of  the  osteogenic  tissues  is  morbidly  increased.  This  vascularity, 
in  its  turn,  is  due  to  a  peculiar  vulnerability  of  the  vessels  concerned,  in  which 
morbid  changes  are  induced  by  defective  nutrition,  as  well  as  by  noxious 
substances  circulating  in  the  blood. 

The  assumption  of  Kassowitz,  that  the  tissues  within  a  part  affected  with 
rachitic  disease  are  hyperaemic,  is  well-founded;  hyperaemia  is  however  not 
identical  with  inflammation,  and  the  entire  process  does  not  bear  an  inflamma- 
tory character.  The  increased  vascularity  is  only  a  symptom  or  concomitant, 
it  is  not  the  underlying  cause  of  the  phenomena  of  rickets. 

Most  authorities  regard  rickets  as  a  disorder  of  nutrition,  attributable 
mainly  to  a  deficient  supply  of  calcareous  salts  to  the  bones.  This  theory  finds 
support  in  various  observations  made  upon  animals.  For  example,  according 
to  KoLOFF,  rickets  is  induced  in  suckliug  lambs  when  the  mother  is  fed  with 
food  deficient  in  lime.  Young  lions  and  leopards  become  rachitic  when  fed 
upon  flesh  from  which  all  bone  has  been  removed. 

The  cause  of  the  deficiency  in  calcium-salts  may  lie  in  absence  of  these 
salts  from  the  food,  in  lack  of  power  on  the  part  of  the  intestine  to  absorb 
them,  or  in  failure  of  the  system  to  utilise  them  properly  when  absorbed. 

According  to  Riedel,  however,  the  absorption  and  excretion  of  lime  in 
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rachitic  and  in  healthy  children  fed  on  similar  diet  is  the  same.  The  essential 
cause  of  rickets  can  therefore  scarcely  lie  in  any  lack  of  power  on  the  part  of 
the  organism  to  assimilate  calcium-salts. 

According  to  Salkowski  and  Seemann,  the  ingestion  of  an  excessive 
amount  of  food  containing  potash  may  have  this  effect,  as  phosphate  of  potas- 
sium combines  with  the  chlorine  of  tlie  blood-plasma  and  so  causes  therein  a 
deficiency  of  chlorides.  This  in  its  turn  leads  to  deficient  formation  of  hydro- 
chloric acid  in  the  stomach,  and  this  again  renders  the  solution  and  assimilation 
of  the  calcium-salts  impossible.  According  to  the  investigations  of  Lehmann, 
Mt^LLER,  and  Munk,  increased  excretion  of  phosphorus  and  of  lime  occurs  in 
starvation ;  the  bones  are  therefore  in  process  of  catabolic  disintegration. 
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60.  The  mature  forms  of  bones  and  joints  are  due  partly 
to  qualities  inherent  in  the  embryonic  basis  of  the  skeleton,  and 
partly  to  external  influences  exerted  upon  the  latter  during  its 
development  and  growth.  The  articular  ends  are  fashioned  be- 
fore the  joint-cavity  is  developed,  and  before  the  bones  are  liable 
to  any  relative  movement ;  while  projections  for  the  attachment 
of  muscles  arise  on  the  bony  surfaces  before  any  muscular  action 
takes  place.  To  this  extent  the  evolution  of  the  general  form 
is  dependent  upon  inherited  tendencies.  The  minuter  details  of 
form,  which  are  elaborated  during  the  period  of  foetal  growth, 
during  infancy  and  adolescence,  or  even  at  a  later  stage,  are  not 
inherited  but  acquired  as  the  bones  develope  in  relation  to  the 
structures  that  environ  them.     These  details  of  form  include  the 
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enlargement  of  the  rudimentBry  tuberosities  and  ridges,  or  the 
formation  of  new  ones,  for  the  attachment  of  tendons  and  liga- 
ments, and  the  production  of  depressions  and  grooves  for  the 
lodgment  of  blood-vessels  or  other  soft  parts.  It  b  in  such 
details  that  individual  variations  and  peculiarities  of  form  consist. 
Abnormal  statical  and  dynamical  conditions  influencing  the 
skeleton  during  its  development  and  growth  produce  changes  of 
form  that  are  beyond  the  limits  of  individual  variation,  and  must 
accordingly  be  considered  as  pathological.  When  the  disturbing 
influences  act  during  intra-utorine  life,  the  child  may  be  born 
with  more  or  less  marked  deformity  of  the  skeleton.  Deformities 
arising  after  birth  appear  sometimes  in  early  childhood,  sometimes 
not  until  puberty  or  until  an  even  later  period. 


Fia.  132.     COHOENITAI.  OTDROCEPRALVS  1 

(Circumference  of  head,  63  ctntimeCrei :  reduced  to  t«H>-/ffthi  of  <ht  natural  lUe) 

The  formation  of  the  cranial  portion  of  the  sknll  is,  to  a  cer- 
tfun  extent,  dependent  upon  the  development  of  the  brain.  If 
the  brain  remains  small  and  ill-developed,  the  size  of  the  cranial 
cavity  will  remain  less  than  normal :  if  the  cranial  contents  are 
abnormally  bulky,  their  osseous  envelope  will  be  correspondingly 
enlarged.  An  excessive  development  of  nervous  tissue  or  the 
accumidation  of  liquid,  as  in  hydrocephalus  (Fig.  132),  may  pro- 
duce the  latter  deformity.  Where  the  brain  increases  rapidly  in 
size,  as  in  infantile  hydrocephalus,  the  growth  of  bone  may  be 
unable  to  keep  pace  with  the  enlargement  of  the  cranial  oontent«, 
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and  thus  a  greater  or  less  extent  of  the  skull  continues  to  be 
membranous ;  and  not  until  the  growth  of  the  brain  ceases  can 
complete  ossification  of  the  skull  take  place.  The  same  is  true  in 
regard  to  the  orbit,  whose  capacity,  like  that  of  the  cranial  cavity, 
depends  to  some  extent  on  the  bulk  of  its  contents.  Similar 
relations  may  be  shown  to  exist  between  other  parts  of  the  skele- 
ton and  the  soft  parts  related  to  them.  As  a  further  example  we 
may  take  the  thorax,  whose  form  depends  more  or  less  upon  the 
development  of  the  viscera  it  encloses. 

Bones  and  joints  that  at  birth  are  normally  formed  may 
nevertheless  become  deformed  during  their  later  development. 
Certain  parts  that  are  still  growing  may  be  overloaded,  while 
othei-s  are  left  free  from  stress ;  as  a  consequence,  perfectly  sound 
bones  are  liable  to  become  changed  in  shape,  and  this  naturally 
happens  more  readily  when  the  bones  are  abnormally  soft  and 
yielding,  as  is  the  case  in  rickets.  Continuous  pressure  on  one 
side  of  a  bone  produces  retardation  and  occasionally  arrest  of 
growth,  or  even  resorption ;  on  the  side  free  from  pressure,  on 
the  other  hand,  osseous  apposition  may  be  increased,  or  at  least 
not  diminished.  At  the  same  time  shrinking  and  shortening  of 
the  ligaments  and  muscles  take  place  on  the  side  that  is  pressed 
upon,  while  on  the  free  side,  which  is  under  tension,  the  ligaments 
lengthen  and  thicken. 

Scoliosis  (Fig.  133)  is  one  of  the  most  frequent  deformities 
of  the  skeleton  caused  by  inequality  of  pressure :  it  is  a  lateral 
curvature  of  the  spine,  the  commonest  form  being  that  in  which 
the  thoracic  vertebrae  are  bent  to  the  right,  with  compensatory 
bends  to  the  left  of  the  lumbar  and  often  also  of  the  cervical 
regions.  The  abnormal  statical  conditions  giving  rise  to  this 
deformity  may  be  furnished  by  excessive  distension  of  one  side  of 
the  thorax  by  a  pleural  effusion,  by  the  unilateral  development  of 
a  large  tumour,  by  unilateral  contraction  of  the  thorax  following 
the  absorption  of  a  pleural  effusion,  by  cirrhosis  of  the  lung,  by 
fixation  of  the  pelvis  in  an  oblique  position,  and  so  on.  But  it  is 
more  usually  due  to  a  frequently-assumed  and  finally  habitual 
faulty  posture  of  the  body,  such  as  constant  standing  on  one 
leg,  sitting  upon  one  buttock,  forcing  up  the  right  shoulder  by 
habitually  resting  the  right  arm  upon  a  table,  etc. 

If  the  bones  possess  a  certain  amount  of  pliability  (as  in 
rickets),  flattening  of  the  bones  and  ligaments  on  the  side  subject 
to  pressure  will  be  produced.  When  a  certain  amount  of  bending 
has  once  occurred,  and  the  centre  of  gravity  of  the  trunk  and 
head  has  thus  been  shifted,  the  curvature  rapidly  increases  and 
marked  lateral  deviation  takes  place.  This  is  usually  accom- 
panied by  posterior  protrusion  or  curvature  of  the  thoracic  spine, 
which  is  known  as  kyphosis  (Fig.  133).  Generally  the  verte- 
bral column  is  at  the  same  time  rotated,  so  that  the  bodies  of  the 
vertebrae  point  to  the  convex  side.     In  marked  kyphosis  the  ver- 
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tebrae  become  wedge-shaped.  Sometimes  ossification  of  the  liga- 
ments takes  place,  and  osteophytes  form  on  the  surface  of  the 
vertebrae. 

A  second  form  of  deformity  due  to  pressure  is  the  afiFection 
of  the  hip  described  as  coxa  vara  (Bruns).  This  consists  in  a 
bending  of  the  neck  of  tlie  femur  downwards  so  that  its  angle  of 
inclination  to  the  shaft  is  diminished  to  a  varying  extent.  The 
condition  is  due  to  abnormal  pliability  of  the  bone  from  rachitic 
disease  in  childhood  or  at 
puberty.  0«an  ▼algom 
(or  knock-knee)  belongs  to 
this  class  of  deformities; 
it  is  a  unilateral  or  a  bilat- 
eral deformity  of  the  knee- 
joint,  in  which  the  femur 
forms  with  the  tibia  an 
obtuse  angle,  pointing  in- 
wards. This  condition,  like 
the  foregoing,  makes  its  ap- 
pearance during  the  period 
of  growth,  usually  between 
the  ages  of  two  and  four 
years  ((;r«nw  valgum  infant- 
um'), or  at  puberty,  from 
the  fourteenth  to  the  seven- 
teenth years  (^genu  valgum 
adolescentium).  At  the  lat- 
ter age  it  is  especially  com- 
mon among  persons  who 
stand  much  and  at  the  same 
time  perform  hard  manual 
labour,  such  as  bakers', 
blacksmiths',  and  joiners' 
apprentices,  and  waiters. 

The  cause  of  the  angu- 
lar deformity  is  either  that 
the  external  articular  sur- 
faces  of   the   tibia  and  of 
the  femur  are  retarded  in 
their  growth  or  actually  depressed  from  abnormal  pressure  on  and 
excessive  pliability  of  the  bone,  or  that  the  epiphysial  ends  of  the 
tibia  and  of  the  femur  (Fig,  129)  are  sharply  bent  outwards. 

Genu  valgum  may  also  occur  after  traumatic  separation  of  the 
epiphyses  with  dislocation  of  the  fragments,  or  after  reunion  in  a 
faulty  position  of  a  fractured  condyle  (^genu  valgum  traumatieum). 
Lastly,  it  is  sometimes  due  to  carious  destruction  of  the  external 
condyle  of  the  femur  (^genu  valgum  inftammatorium'),  and  to 
arthritis  deformans.  '     ' 
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Acquired  flat-foot,  or  pes  valgiui  acqnlsitiui,  is  another 
deformity  due  to  pressure :  it  consists  of  an  alteration  in  the 
shape  of  the  foot  during  the  period  of  growth,  whereby  the  bones 
forming  the  inner  border  of  the  plantar  arch  sink  in,  while 
the  entire  foot  is  at  the  same  time  rotated  outwards.  AH  the 
factors  that  tend  to  induce  the  valgus  position  of  the  foot,  and 
such  postures  as  produce  undue  strain  on  the  arch  and  the  plantar 
and  tibialis  posticus  muscles,  aid  in  producing  flat-foot,  provided 
the  ligaments  and  bones  are  incapable  of  offering  a  sufficient 
resistance.  Long  standing  (as  in  the  case  of  waiters,  smiths,  and 
joiners),  and  the  carrying  of  heavy  weights,  act  in  the  former 
manner.  Among  factors  of  the  latter  class  are  genu  valgum, 
rachitic  curvature  of  the  leg,  and  the  strained  positions  assumed 
in  stilt- walking  and  in  standing  on  the  narrow  rounds  of  a  ladder, 
when  the  instep  rather  than  the  ball  of  the  foot  is  used  as  the 
point  of  support.  In  this  case  the  pressure  is  applied  to  the 
anterior  part  of  the  calcaneum,  the  inner  border  of  the  plantar 
arch  being  unsupported,  with  the  i*esult  that  the  foot  as  a  whole 
is  rotated  outwards. 

In  pes  valgus,  the  internal  lateral  ligament  and  ultimately 
the  astragalo-calcanear  ligament  are  stretched  and  elongated.  The 
fasciae  and  ligaments  of  the  plantar  surface,  and  especially  the 
calcaneo-scaphoid  ligament,  are  lengthened  by  the  sinking  in  of 
the  plantar  arch.  In  marked  cases  of  flat-foot  the  arch  disappears 
entirely,  and  the  sole  may  even  become  convex  downwards,  so 
that  in  the  standing  posture  the  scaphoid  rests  upon  the  ground, 
the  head  of  the  astragalus  projects  inwards  (Lorenz),  and  the 
astragalus  itself  seems  as  if  it  had  slipped  down  to  the  inner  side 
of  the  calcaneum.  The  tarsal  bones  and  their  articular  surfaces 
are  more  or  less  deformed.  The  superior  articular  ridges  of  the 
calcaneum,  of  the  scaphoid,  and  of  the  cuboid,  are  ill  developed. 
The  latter  is  also  stunted  in  its  antero-posterior  growth.  The 
displaced  head  of  the  astragalus  is  sometimes  entirely  free,  and 
as  it  is  unsupported  by  the  displaced  scaphoid,  it  is  borne  up 
only  by  the  stretched  and  thickened  astragalo-scaphoid  ligament 
(Volkmann). 

Hallux  vcdgiiB  is  also  to  be  regarded  as  a  pressure-deformity. 
It  results  from  the  wearing  of  pointed  shoes,  which  force  the 
^reat  toe  outwards,  and  often  push  it  beneath  the  second  toe. 

I>ef onnities  of  the  articnlar  surfaces  of  the  bones  often  result 
from  contracture  or  paralysis  of  a  muscle  or  group  of  muscles, 
due  either  to  a  primary  myopathy  or  to  such  central  disorders  of 
innervation  as  result  in  muscular  changes  (neuropathic  contract- 
ures). Most  frequent  are  the  deformities  arising  from  paralysis, 
and  the  changes  thus  induced  are  generally  termed  paralytic 
contractares.  The  paralysis  usually  results  from  some  lesion  of 
the  central  nervous  system,  such  as  anterior  poliomyelitis  or  com- 
pression of  the  cord  from  caries  of  the  spine :    it  may  however 
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be  the  result  of  some  lesion  of  the  peripheral  nerves,  due  for 
example  to  traumatic  injury. 

If  the  musclett  of  an  extremity  are  paralysed,  the  limb  will 
remain  in  the  position  into  which  it  naturally  falls  by  its  own 
weight.  A  paralysed  foot  assumes  a  position  of  plantar  flexion 
and  is  turned  inwards,  when  the  patient  lies  upon  his  back  ;  it 
thus  takes  up  the  position  characteristic  of  pes  equino-varus.  If 
the  foot  remains  in  this  position  and  the  patient  is  young,  the 
plantar  flexion,  and  the  depression  and  inward  rotation  of  the 
outer  lx)rder  of  the  foot,  continue  to  increase  ;  the  plantar  fascia, 
the  tendo  Achillis,  and  the  calf-muacles  shorten,  while  the  articu- 
lar surfaces  of  the  bones,  subject  at  certain  points  to  persistent 
pressure,  and  at  others  unrestrained,  change  their  forms.     The 
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oltiraate  residt  is  that  the  foot  is  flxed  in  its  distorted  postare, 
and  forms  what  is  termed  pes  equino-varus  paralyticus. 

After  paralysis  of  the  calf-muscles  only,  the  same  condition  b 
apt  to  arise,  as  the  patient  usually  fails  to  exercise  the  extensor 
muscles  of  the  foot. 

In  like  manner  otlier  paralytic  deformities  may  be  brought 
about,  such  as  paralytic  flat-foot  and  talipes  calcaneus,  paralytic 
scoliosis,  paralytic  genu  valgum  or  genu  recurvatmn.  Genu 
recurvatum  is  due  to  the  attempt  of  the  patient  to  stand  on  the 
paralysed  limb :  to  avoid  the  giving  way  of  the  knee-joint  by 
flexion,  he  brings  it  into  a  position  of  forced  extension,  in  whi(»i 
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it  is  maintained  by  the  weight  of  the  body  and  the  tension  of  the 
posterior  ligaments. 

The  particular  deformity  produced  by  a  given  paralysis  de- 
pends in  great  measure  on  the  position  spontaneously  assumed  by 
the  paralysed  limb,  and  on  the  manner  in  which  its  own  weight 
and  that  of  the  body  act  upon  it. 

Primary  and  cicatricial  contractions  of  the  fasciae  and  liga- 
ments, when  they  hold  the  joint  continuously  in  a  fixed  position, 
have  the  same  effect  as  muscular  contractures  and  paralyses. 

Spondylolisthesis  of  the  fifth  lumbar  vertebra  deserves 
special  mention  :  it  is  a  deformity  in  which,  by  the  action  of 
the  weight  of  the  trunk,  the  body  of  the  fifth  lumbar  vertebra 
and  the  portion  of  the  spinal  column  above  it  slip  forward 
over  the  base  of  the  sacrum  (Fig.  134).  At  first  the  vertebra 
slips  in  a  plane  parallel  to  the  adjacent  upper  face  of  the  lumbo- 
sacral intervertebral  disc.  But  with  increasing  dislocation  the 
vertebral  body  slides  farther  and  farther  into  the  true  pelvis,  and 
finally  comes  to  rest  with  its  basal  surface  upon  the  ventral  aspect 
of  the  sacrum,  while  its  dorsal  surface  lies  nearly  on  a  level  with 
the  basal  surface  of  the  sacrum. 

In  spite  of  the  displacement  of  the  body  of  the  fifth  lumbar 
vertebra,  its  lower  articular  processes  do  not  lose  contact  with 
the  articular  processes  of  the  sacrum.  The  vertebral  arch  with 
the  spinous  process  does  not  in  fact  take  part  in  the  spondylo- 
listhesis, the  anterior  half  or  body  of  the  vertebra  being  alone 
displaced.  This  dislocation  is  made  possible  by  the  elongation 
of  the  inter-articular  portion  of  the  arch  of  the  fifth  lumbar 
vertebra,  the  elongation  being  in  its  turn  a  result  of  the  pressure 
exerted  on  the  lower  part  of  the  vertebral  column  when  the  trunk 
is  in  the  erect  posture.  The  elongation  of  the  inter-articular 
portion  of  the  fifth  lumbar  vertebra  in  the  sagittal  direction  may 
occur  with  or  without  interruption  of  the  continuity  of  the  bone. 
In  some  cases  it  is  brought  about  by  traumatic  violence,  fracture, 
or  inflammation  (Strasser);  in  other  cases  it  is  due  to  anomalies 
of  development  in  the  laminae  and  inter-articular  parts  of  the 
arch  (Neugebauer,  Chiari).  It  is  often  impossible,  however, 
to  determine  the  cause  of  spondylolisthesis  in  a  given  case. 

In  this  connexion,  the  thoracic  deformity  known  as  funnel-breast 
(Ebstein)  should  be  noted.  In  this  the  lower  portion  of  the  stemo-costal 
region  assumes  a  cup-shaped  or  infundibular  form.  The  deformity  may  be 
congenital  or  acquired;  in  the  former  case  tlie  explanation  usually  given 
is,  that  it  is  due  sometimes  to  a  primary  disorder  of  development  in  the 
sternum  and  ribs,  sometimes  to  pressure  exerted  on  the  sternum  in  utero  by 
the  lower  jaw  when  the  foetal  head  is  strongly  flexed  upon  the  trunk,  or  by  the 
lower  limbs  as  they  are  drawn  up  tightly  against  the  body.  In  extra-uterine 
life  the  condition  is  due  to  abnormal  softness  of  the  sternum,  such  as  is  caused 
by  rickets,  permitting  the  bone  to  yield  to  the  atmospheric  pressure  during 
inspiration  (Art  59). 
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CHAPTER  XX 


TUMOURS,  CYSTS,  AND  ANIMAL  PARASITES  OF  BONE 


61.  All  the  primary  tamonrs  of  the  osseoua  system  belong 
to  the  group  of  histioid  or  connective-tissue  tumours.  The  peri- 
osteum and  the  bone-marrow  form  the  matrix  for  the  development 
of  the  new-growth.  The  tissues  resulting  from  their  proliferation 
correspond  to  the  \arioU8  types  of  conne(,ti\e  t  ssue  fibrous 
mucoid  cartU^iQOus  and  osseous  or  of  cell  ilar  and  more  or  less 
vascular  sarcomatous  tissue  All  forms  of  secondary  tmnoorB 
are  met  with  m  the  bones  of  these  the  carcmomata  occur  by 
far  the  most  frequently 
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Tumours  of  bone  may  be  classified,  according  to  their  starting- 
point,  as  periosteal  or  myelogenous,  or  as  mixed  forma  originating 
simultaneously  in  the  marrow  and  in  the  periosteum.  The 
periosteal  loxms  of  new-growth  arise  usually  from  the  osteo- 
genic layer  of   the  periosteum,  and   lie  between  the  bone  and 


Fta.  136.      MTBLOOENOnH  o 
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the  external  fibrous  layer  of  that  membrane.  These  tumours  are 
thus  sharply  marked  off  from  the  external  tissues.  In  other  cases 
the  growth  involves  the  external  hiyer  of  the  periosteum,  and  at 
a  later  stage  infiltrates  the  contiguous  tissues.     This  is  especially 
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apt  to  occur  in  the  development  of  cellular  sarcoioata.  Periosteal 
tumours  are  usually  situated  upon  one  side  of  the  bone,  though  in 
certain  instances  a  long  bone  may  be  completely  surrounded  by 
the  new^rowth. 

The  bone  lying  beneath  the  tumour  is  sometimes  unchanged, 
but  in  other  cases  the  osseous  tissue  more  or  less  completely  dis- 
appears, particularly  when  the  new-growth  penetrates  into  the 
Haversian  canals  or  is  developed  from  their  walls. 

HyelogenouB  tmnonrB  are  sometimes  sharply  marked  off  from 
the  surrouuding  tissues,  and  sometimes  pass  gradually  into  themi 
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or  spread  in  a  diffuse  manner  through  the  marrow.  They  always 
cause  more  or  less  resorption  of  the  bony  tissue,  the  process  being 
of  the  lacunar  type  (Fig.  135  e):  halisteresis  has  not  yet  been 
shown  to  occur  in  this  connexion. 

While  the  interior  of  the  bone  is  being  destroyed,  new  bone 
(d)  is  simultaneously  being  produced  from  the  marrow  or  peri- 
osteum in  the  neighbourhood  of  the  tumour.  Even  when  the 
entire  thickness  of  the  old  bone  has  been  absorbed  by  the  progres- 
sive growth  of  iho   tumour,  the  new-growth  may  still   be  sur- 
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rounded  by  a  bony  shell  (Fig.  136);  for  as  fast  as  the  bone  is 
destroyed  within,  new  osseous  deposits  are  produced  from  the 
periosteum  on  the  outer  surface.  The  girth  of  the  bone  is  thtu 
increased,  and  the  bone  appears  distended  or  inflated.  As  the 
tumour  devel opes  the  osseous  layer  becomes  thinner.  Whether  the 
tumour,  when  its  diameter  exceeds  the  thickness  of  the  bone 
within  which  it  has  been  growing,  will  break  through  its  bony 
shell  or  not  depends  upon  the  firmness  of  the  periosteum  and 
the  rapidity  of  the  tumour's  gro^vth.    The  periosteum  of  the  larger 
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long  bones  is  capable  of  offering  great  resistance  to  penetration 
(Fig.  136),  and  often  covers  over  even  rapidly-growing  tumours 
with  a  shell  of  new  osseous  tissue.  But  it  often  happens  that 
the  osseous  covering  is  incomplete,  and  the  tumour  as  it  grows 
breaks  through  it  at  various  points.  The  periosteum  of  the 
flat  bones,  on  the  other  hand,  and  especially  those  of  the  cra- 
nium, seems  incapable  of  producing  much  in  the  way  of  an 
outer  shell,  and  consequenUy  myelogenous  tumours  projecting 
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above  the  surface  of  Uiese  bones  are  nearly  always  devoid  of  an 
oeseouB  covering- 
Very  frequently  the  tumour  itself  produces  new  bone  (Fig. 
137),  and  this  in  a  manner  similar  to  that  described  in  connexion 
with  osseous  regeneration  and  hyperplasia.  There  is  however  a 
point  of  difference,  inasmuch  as  the  metaplastic  production  of  bone 
from  existing  tissue  occurs  much  more  extensively  and  frequently 
in  the  neoplastic  than  in  the  regenerative  process.  Connective 
tissue  and  cartil^^  (Fig.  138  g  t)  are  the  tissues  most  frequently 
'  transformed  into  bone  (A  jt),  although  bony  trabeculae  are  some- 
times formed  in  the  substance  of  cellular  sarcomatous  tissue.  At 
times  nothing  but  osteoid  tissue  is  produced.  The  matrix  oft«n 
becomes  calcified  by  the  deposition  in  it  of  calcareous  salts  (Fig. 
139  c  d}. 
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Tumours  of  which  bone  is  the  chief  component,  the  softer  ele- 
ments  playing  merely  the  part  of  medullary  tissue,  are  termed 
ostttomata.  When  the  soft  tissues  form  the  most  important  p^t 
of  an  osseous  growth,  it  is  regarded  as  a  mixed  tumour,  and  a 
compound  term  expressing  this  fact  (such  as  osteo-sarcoma)  is 
used  to  describe  it. 

Tumours  of  bone  are  usually  single,  although  fibromata,  myxo- 
mata,  osteomata,  and  enchondromata,  as  well  as  many  varieties  of 
sarcomata,  at  times  develope  from  the  first  as  multiple  growths. 

As  regards  the  aetiology  of  osseous  tumours,  the  fact  that 
they  often  appear  as  the  result  of  traumatic  injuries  (as  in  callus- 
growths},  and  of  inflammatory  processes,  is  worthy  of  note.    They 
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are  moreover  apt  to  originate  in  situatioos  where  oBsificatioa  hai 
been  irregular,  or  where  residual  portions  of  proviaional  tissue, 
particularly  cartilage  (Vikchow),  have  remained  unutilised  in 
the  process  of  ossilication.  Such  residues  are  met  with  chiefly 
at  the  ends  of  the  diaphjses  of  the  long  bones,  and  there  the  rem- 
nants of  epiphysial  cartilage  sometimes  become  the  starting-point 
of  enchondromata. 

62.  Osteomata  are  usually  formed  in  the  periosteum,  and 
occasionally  in  the  bone-marrow.  In  the  former  situation  they  are 
called  exostoses  (Figs.  140  and  141),  in  the  latter  they  are  known 


{Redvced  tojiee-tixthi  0/  tht  natural  nw) 

as  enostoses.  When  exostoses  are  produced  directly  from  the 
periosteum,  they  are  spoken  of  as  fibrous  exostoses  C^'g-  140); 
when  cartilage  is  first  produced  and  the  bone  is  formed  from  this, 
they  are  known  as  cartilaginous  exostoses  (Fig.  141). 

The  tumour  may  be  composed  of  dense  and  compact  osseous 
tissue,  and  is  termed  a  compact  or  ivory  osteoma  (Figs.  140  and 
142);  or  it  may  be  spongy  and  cancellous,  and  is  then  a  spongy 
osteoma  (Fig.  141).  When  it  contains  medullary  cavities  of  con- 
siderable size,  like  those  of  the  long  bones,  it  is  termed  a  medullaiy 
osteoma. 
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Small  Dsteomata  are  conical,  rounded,  button-shaped,  or  muBh- 
room-shaped  (Fig.  140) ;  larger  ones  form  lobate,  tuberous 
(Figs.  141  aod  142),  spinous,  or  pectinate  excrescences.  The 
latter  variety  usually  occurs  at  the  point  of  insertion  of  a  tendon, 
ligament,  or  fascia.  Fibrous  exostoses  are  covered  only  with 
counective  tissue  ;  cartilaginous  exostoses  are  capped  with  a  layer 
of  cartilage  as  well  as  with  connective  tissue.  The  first  form  is 
met  with  chiefly  on  the  skull  and  on  the  flat  bones  of  the  trunk ; 
the  second  variety  affects  the  diaphysial  ends  of  the  larger  long 
bones,  and  arises  from  the  periosteum  or  the  epiphysial  cartilages, 
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from  residual  islands  of  cartilage,  or  from  the  articular  extremi- 
ties. They  are  at  times  congenital.  Cartilaginous  exostoses  in 
the  neighbourhood  of  joints  have  occasionally  a  capsule  which 
overlies  the  layer  of  cartilage,  and  corresponds  in  structure  to 
synovial  membrane  ;  in  rare  cases  (Rindfleisch,  Fehleisen)  it 
contains  free  cartilaginous  bodies.  The  growth  is  spoken  of  as 
a  bursate  exostosis,  and  is  probably  developed  from  the  articular 
cartilage  (von  Bergmank)  or  from  some  embryonic  residue 
appertaining  to  the  joint  (Fehleisen). 
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Enostoses  usually  occur  in  the  diploe  of  the  skuU  and  is  the 
bones  of  the  face.  In  certain  cases  the  osseous  formation  pro- 
ceeds from  the  marrow  as  well  as  the  periosteum  (Fig.  142}. 

Osteomata  usually  develope  during  the  period  of  juvenile 
growth.  JMultiple  exostoses  have  more  than  once  been  observed 
in  new-born  infants  and  young  children,  and  may  be  hereditary 
(Art.  57). 

Fibromata  are  usually  periosteal,  less  often  myelogenous,  in 
their  origin.  They  occur  most  frequently  on  the  facial  and  cra- 
nial bones  bounding  the  buccal  and  nasal  cavities,  more  rarely  on 
the  bones  of   the  trunk,  and  still  more  rarely  on  those  of   the 


FlO.   142.     IVOBT  o 

{Frontal  »eclion:  reduced  to  eight-nintht  of  lAe  natural tize) 
a    osteoma  b    cslT&rium 

limbs.  Such  tumours  are  nodular,  and  give  rise  in  the  first- 
named  situation  to  some  at  least  of  the  so-called  pharyngeal  and 
nasal  polypi.  The  richness  in  cells  and  the  firmness  of  the  tissue 
vary  greatly  in  different  tumours,  and  a  sliarp  distinction  cannot 
always  be  drawn  between  thein  and  the  sarcomata.  At  times 
these  polypi  are  highly  vascular,  especially  those  connected  with 
the  n^sal  cavities,  and  some  varieties  are  accordingly  described  as 
telangiectatic.  In  some  instances  bone  is  developed  within  them, 
usually  in  the  form  of  trabeculae ;  in  the  periosteal  tumours  these 
occupy  the  deeper  parts,  and  are  sometimes  seated  upon  the  old 
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bone.     Such  growths  are  described  as  OBteoflbromata,  or  ossi- 
fying fibromata. 

Chondromata  grow  either  from  the  periosteum  or  within  the 
substance  of  the  bone.  They  may  originate  from  the  bone-mar- 
row or  from  pre-existing  cartilage,  such  as  epiphysial  cartilage 
(ecchondroma)  or  some  abnormally-persistent  residue  of  the  pri- 
mary cartilaginous  basis  of  the  bone  that  has  escaped  ossification 

(ViRCHOW). 

Chondromata  arise  with  greatest  frequency  in  the  bones  of 
the  hand,  less  frequently  in  those  of  the  foot  or  other  part  of  the 
limbs  or  trunk,  and  still  mdre  rarely  in  the  bones  of  the  cranium. 
The  tumours  are  often  multiple,  especially  when  they  grow  from 
the  hands  or  feet,  and  are  commonest  in  children  and  young 
adults;  in  some  cases  they  are  congenital.  If  they  have  their 
origin  in  the  centre  of  a  bone  they  are  at  first  covered  with  a  bony 
shell ;  they  are  however  apt  to  break  through  this,  and  then  grow 
beyond  the  limits  of  the  bone.  They  form  nodose  or  tuberous 
excrescences,  and  occasionally  reach  a  considerable  size,  espe- 
cially when  they  grow  from  the  larger  long  bones,  the  ribs,  or 
the  scapula. 

Chondromata  are  very  liable  to  degenerative  transformations, 
such  as  fatty,  calcareous,  or  mucoid  change.  These  changes  may 
go  on  to  complete  dissolution  of  the  matrix  and  of  the  cells,  and 
cystic  cavities  filled  with  liquid  are  thus  produced.  Osteochon- 
dromata  are  produced  when  metaplastic  ossification  takes  place 
in  an  originaUy  cartilaginous  growth  (Fig.  138  /  h  Jc).  Such 
tumours  develope  both  in  the  periosteum  and  in  the  bone-marrow 
(Fig.  136  a  b  c):  when  the  new-formed  osseous  trabeculae  are 
very  close  and  abundant  the  growth  acquires  an  extraordinary 
degree  of  hardness. 

Myzomata  and  myzofibromata  are  rare  tumours,  which 
arise  both  in  the  periosteum  and  in  the  bone-marrow.  In  the 
periosteum  they  form  rounded  growths  surrounded  externally  by 
a  layer  of  dense  connective  tissue.  When  they  grow  in  the  mar- 
row they  destroy  the  bone,  and  by  complete  liquefaction  of  their 
substance  sometimes  give  rise  to  cysts.  They  occur  both  as  single 
and  as  multiple  growths,  and  sometimes,  as  in  the  femur,  appear 
simultaneously  in  the  periosteum  and  in  the  bone-marrow.  In 
the  denser  parts  of  a  myxoma  bone  may  be  developed,  producing 
an  osteomyzoma. 

Iiipomata  are  very  rarely  met  with  in  the  bones. 

Sarcomata  are  the  most  common  of  bone-tumours,  and  they 
appear  in  various  forms.  We  have  first  the  group  of  myelo- 
genons  sarcomata;  of  these,  if  we  take  note  only  of  the  most 
essential  differences,  there  are  four  types.  The  first  two  include 
sarcomata  that  are  either  soft  and  myeloid,  or  firm  growths  of  the 
ordinary  sarcomatous  structure.  These  are  found  chiefly  in  the 
bone-marrow  of  the  upper  and  lower  maxilla  (intra-osseous  epulis), 
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and  in  the  epiphyses  of  the  long  bones,  especially  of  the  tibia  and 
of  the  humerus.  They  rarely  start  in  the  diaphysis  itself ;  but  as 
they  grow  from  the  epiphysis  they  usually  invade  the  diaphysis. 
At  first  the  new-growth  produces  no  external  change  in  the  bone, 
but  induces  merely  a  kind  of  carious  destruction  of  the  cancellous 
tissue :  sometimes  the  weakening  of  its  structure  thus  induced 
leads  to  spontaneous  fracture.  As  the  growth  enlarges  it  dis- 
tends the  bone,  and  ultimately  takes  the  form  of  a  bulty  tumour 
(Fig.  136)  surrounded  by  a  shell  of  osseous  and  connective  tissue. 
At  times  this  envelope  gives  way,  anci  the  soft  neoplastic  tissue 
grows  into  the  adjacent  structures. 

The  structure  of  myeloid  sarcoma  is  generally  that  of  the  soft 
small-round-celled  variety,  especially  in  the  long  bones.  The 
denser  forms  are  spindle-celled  or  fibromatous,  as  in  maxillary 
sarcoma,  or  are  of  more  than  one  cellular  type.  Very  frequently 
the  several  parts  of  the  tumour  are  of  diverse  structure.  The 
firmer  fibro-cellular  or  spindle-celled  parts  often  contain  giant- 
cells,  and  the  growth  has  accordingly  been  called  giant-celled 
sarcoma,  or  tumeur  a  my^loplaxes  (Nblaton).  Often  the  entire 
tumour,  or  a  portion  of  it,  is  everywhere  permeated  by  wide  blood- 
vessels, and  its  tissue  is  then  said  to  be  telangiectatic.  At  times 
the  tumour  produces  small  trabeculae  or  larger  bars  and  spicules  of 
osteoid  tissue  or  of  bone,  and  then  becomes  an  OBteoidHsarcoma 
or  an  osteo-sarcoma  as  the  case  may  be. 

When  the  tumour  has  reached  a  considerable  size,  as  happens 
chiefly  in  the  larger  long  bones  and  in  the  pelvis,  retrogressive 
changes  take  place  within  it,  such  as  fatty  degeneration,  haemor- 
rhage, haematogenous  pigmentation,  softening,  liquefaction,  and 
cystic  excavation.  In  certain  instances  the  greater  part  of  the 
tumour  thus  perishes,  and  the  osseous  capsule  enclosing  a  small 
quantity  of  tumour-tissue,  with  or  without  fragments  of  bone, 
alone  remains.  The  remnants  of  tiimour-tissue  are  in  part  attached 
to  the  inner  surface  of  the  capsule,  in  part  traverse  it  as  ramifying 
strands  and  septa,  that  enclose  in  their  meshes  liquid  mingled  with 
solid  detritus,  of  clear  or  turbid,  pale  or  blood-stained  appearance. 

A  third  group  of  myelogenous  sarcomata  includes  the  alveolar 
varieties,  characterised  by  the  honeycomb  structure  of  their  fibrous 
stroma,  which  encloses  nests  of  relatively  large  sarcoma-cells. 
One  variety  of  alveolar  sarcoma,  that  appears  to  be  commonest  in 
the  bones  of  the  trunk  and  of  the  head,  has  a  firm  and  well- 
developed  stroma ;  another,  chiefly  met  with  in  the  long  bones, 
and  described  as  an  endothelioma  (Billroth,  Hildebband, 
Driessen),  has  a  delicately-formed  alveolar  framework.  The 
smaller  tumour-nodes  lie  hidden  within  the  bone ;  the  larger  tu- 
mours form  protuberant  cushion-like  outgrowths  from  the  surface, 
and  are  covered  with  periosteum. 

The  fourth  variety  of  myelogenous  sarcoma  is  met  with 
chiefly  in  advanced  life,  and  takes  the  form  of  multiple  whitish 


241 


spots  that  are  not  sharply  differentiated  from  the  Burrounding  tis- 
sues. They  appear  most  frequently  in  the  bones  of  the  skull 
(Fig.  143)  and  of  the  trunk,  though  Bometimes  nearly  all  the 
bones  of  the  skeleton  are  affected.  The  bony  tissue  is  destroyed 
at  the  spots  where  the  tumour  is  developing,  and  but  little  new 
bone  is  produced.  Cases  however  do  occur,  in  which  the  produc- 
tion of  new  bone  is  so  excessive  as  to  present  the  appearance  of 
eburnation.  The  cranial  bones  (Fig.  143)  and  the  bones  of  the 
spinal  column,  the  pelvis,  the  ribs,  etc.  may  be  beset  with  well- 
defined  excavations  of  various  sizes,  with  eroded  borders,  the 
tumour  itself  rising  little  if  at  all  beyond  the  edge  of  the  pit. 
This  peculiar  growth  is  a  small-round-celled  sarcoma,  with  the 
structure  of  a  soft  lympho-sarcoma,  and  like  the  tatter  is  referred 
to  as  myeloma. 


Fia.   143.      U(tLTiri.B   MTELOIIATA   OF   ' 

(Jbduoed  to  tao-thirtU  of  tht  nMurai  xiie) 

PezlOBteal  sarcomata  are  soft  or  firm  new-growths,  of  the 
round -celled,  spindle -celled,  or  polymorphous-celled  type;  the  last 
two  forms  are  the  more  common.  They  may  occur  in  any  part  of 
the  skeleton,  the  denser  varieties  affecting  by  preference  those 
situations  in  which  fibromata  are  usually  found.  No  sharp  dis- 
tinction can  be  drawn  between  fibromata  and  periosteal  tumours 
of  this  kind.  They  are  usually  seated  upon  the  sides  of  the  bone, 
though  they  sometimes  entirely  surround  it.  Bony  tissue  is  often 
produced  in  them,  especially  in  the  parts  immediately  adjacent  to 
the  old  bone.  In  certain  cases  the  entire  tumour  is  permeated  by 
osseous  trabeculae ;  of  these  some  lie  loose  in  the  tissue,  while 
others  are  framed  tc^ther  and  form  a  kind  of  skeleton  for  the 
tnmonr,  the  spicules  springing  in  radial  lines  and  plates  from  the 
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old  bone  (Fig.  137).     The  last-named  variety  is  called  ostaoBar- 
coma,  or  08sif]ring  sarcoma. 

Sarcoma  of  bone,  and  in  particular  the  softer  varieties,  may 
give  rise  to  metastases  both  in  the  bones  and  in  other  organs ;  but 
it  is  rare  for  sarcoma  starting  as  a  primary  growth  in  other  organs 
to  give  rise  to  metastases  in  the  bones. 

ChondroBarcomata  and  chondro-oateosarcomata  occur  as 
intermediate  or  mixed  forms. 

Pure  angiomata  are  very  rarely  met  with  in  bone  ;  but  many 
sarcomata,  especially  the  myelogenous  kinds,  contain  telangiectatic 
portions.  If  the  vessels  of  the  new-growth  are  very  abundant, 
the  tumour  may  during  life  exhibit  pulsation.  Haematomata 
are  occasionally  produced  by  haemorrhages  into  the  tissue  of  the 
tumour,  or  into  cysts  due  to  local  softening  of  it. 

Carcinoma  of  bone  is  never  primary,  though  it  is  common  as  a 
secondary  growth,  and  arises  either  by  the  direct  invasion  of  a 
carcinoma  growing  in  the  neighbouring  soft  parts  or  by  metastasis 
from  remoter  organs.  Invasion  by  direct  extension  is  exemplitied 
in  the  case  of  the  skull,  the  sternum,  and  the  parts  of  the  ribs 
lying  directly  beneath  the  mamma,  ue.  in  the  bones  adjacent  to 
favourite  seats  of  carcinoma.  Metastatic  growths  are  of  course 
met  with  in  the  most  diverse  situations. 

Carcinomatous  growths  take  the  form  either  of  circumscribed 
nodes  or  of  diflFuse  infiltrations ;  in  the  latter  case  they  often  give 
rise  to  extensive  destruction  of  the  bone. 

Cancerous  infiltration  is  usually  accompanied  by  marked  pro- 
liferation of  the  periosteum  and  of  the  marrow,  and  the  sub- 
stance of  the  bone  is  destroyed  by  a  process  of  lacunar  resorption. 
The  bone  is  thus  gradually  replaced  by  a  cancerous  tissue  whose 
characters  correspond  generally  with  those  of  the  parent  tumour, 
though  sometimes  it  exhibits  peculiarities  referable  to  the  seat  of 
its  metastatic  development.  In  hard  or  scirrhous  carcinomata,  nu- 
merous uncalcified  or  osteoid  trabeculae,  together  with  calcified 
osseous  tissue,  are  formed  in  the  fibro-cellular  stroma  derived 
from  the  periosteum  and  the  bone-marrow.  The  place  of  the  old 
bone  is  thus  at  length  occupied  by  osteoid  tissue  and  more  rarely 
by  calcified  bone,  containing  cancer-nests  in  the  medullary  spaces. 
As  but  few  of  the  new  trabeculae  are  calcified,  the  bone  at  times 
presents  an  appearance  similar  to  that  seen  in  osteomalacia,  and 
accordingly  the  term  carcinomatoiiB  osteomalacia  is  sometimes 
applied  to  this  condition.  In  medullary  carcinoma  new  bone  is 
rarely  formed,  and  the  process  takes  the  form  of  a  carcinomatous 
caries. 
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Heferenees  on  Tumours  of  Bone  (see  also  Art.  67), 

Baumgarten:  Sarcoma  V.  A,76  1879 

vox  Bergmann  :  Exostosis  bursata  Petersburg,  med.  Woch.  1876 

Billroth:   Sarcoma  Beitr,  z.  path.  Histol.  Berlin  1858;    Alveolar  sarcoma 

Langenbeck*8  Arch,  xi  1869 
BouissoN :  Pulsatile  tumours  These  Paris  1857 
Carrera  :  Essai  sur  les  tumeurs  Jibroplasti(pjies  des  os  Paris  1855 
Driessen:  Endothelioma  of  the  bones  Ziegler's  Beitrdge  xii  1893  (with  refer- 
ences) 
Fehleiben:  Exostosb  bursata  Arbeit,  chir.  Klinik  von  Bergmann  Berlin  1886 
Francois  :  Enchondroma  of  the  pelvis  These  Paris  1876 
Gentilhomme:  Pulsatile  tumours  of  the  bones  These  Paris  1863 
Grawitz :  Sarcoma  V.  A.IQ  1879 

Hammer:  Primary  sarcomatous  ostitis  V.  A.  137  1894  (with  references) 
Heyfelder  :  Fibroma  V.  A.  \\  1856 
Hildebrand:  Endothelioma  of  bone  D.  Z.f.  Chir.  31 1891 
Klebs :  Chondroma  V.  A.'dl  1865 
Lambl:  Sarcoma  V.  A.  %  1855 
LttCKE:  Ossifying  angioma  D.  Z.f.  Chir.  30  1889 
Markwald:    Multiple  myeloma    (endothelioma)    Cent.  f.  cdlg.   Path.  1894 

(p.  859) 
MiJLLER,  Fr.  :  Ueber  die  erectilen  Knochentumoren  Freiburg  1855 
Nasse  :  Sarcoma  V.  A.^A  1883 

Nauwerck,  G.  :  Centra]  hyperplastic  angioma  of  the  femur  V.  A.  Ill  1888 
Nelaton  :  Tumeurs  a  myeloplaxes  Paris  1860 

NoTHNAGEL :  Lymphadeiiia  ossiura   Virchowi's  Festschri/l  (intemationale)  1891 
Orlow:  Exostosis  bursata  D.Z./.  Chir,  31  1890 
Pujo :  Des  tumeurs  primaires  des  os  Montpellier  1871 
vox  RErKLiNOHAUSEN :  Multiple  enchondromata  of  the  bones  etc.  V.  A.  118 

1889;  Mutual  relations  of  osteomalacia,  osteoplastic  carcinoma,  etc.  Vir- 

chow's  Festschrift  (Assistenten)  Berlin  1891 
RiciiET :  Haematoma  A.  gen.  de  med.  iv  1864 
Rustizky:  Sarcoma  D.  Z.f.  Chir.  3  1873 

Saurel  :  Mem.  sur  les  tumeurs  des  qingives  connues  sous  le  nom  d'epulis  Paris  1858 
ScHLAPFER,  E. :  Das  Rippenchon^rom  Leipzig  1881 
Sexftlkben  :  Fibroma  and  sarcoma  Langenbeck's  Arch,  i 
Spiegelbero:  Multiple  sarcoma  of  the  bones  Inaug.  Diss.  Freiburg  1894 
Steudel:  Multiple  enchondromata  Beitrdge  ran  Bruns  viii  1891 
Verxeuil  and  Marchaxd:  Art.  Moelle  Diet,  encyclop.  des  sci.  med.  2nd  series 

IX  1875 
ViRCHOW :  Chondroma  Deutsche  Klinik  1B6^,  Monatsber.  d.  Akad.  d.  Wiss.  Berlin 

1875,  and  Die  krankhaflen  Geschwidste ;  Sarcoma  Deutsche  Klinik  1858, 1860 
Yolkmaxk:  Pitha  and  Billroth* s  Handb.  d.  Chir.  ii  1872 
Wartmaxn:  Rech.  sui  Venchondrome  Paris  1880  (with  references) 
Weber,  C.  O.:  Die  Exosto.*en  und  Enchondrosen  Bonn  1856,  V.  A.Zo  1865 
Weisflog  :  Callus-tumours  Beitrdge  von  Bruns  x  1893 

WiELAXD :  Primary  multiple  sarcomata  of  the  bones  Inaug.  Diss.  Basle  1893 
Zahx  :  Sarcoma  D.  Z.f,  Chir.  22  1885 
Ziegler:  Myxoma  and  chondroma  V.  A.  73  1878 

63.  The  cysts  that  are  met  with  in  bones  are  almost  always 
of  the  variety  known  as  cysts  of  disintegration,  being  due  to  the 
dissolution  and  liquefaction  of  the  trabeculae  and  marrow  of  the 
bone,  or  of  tissue  newly  formed  within  it.  To  the  former  class 
belong  the  cysts  already  mentioned  as  arising  in  the  course  of 
osteomalacia,  to  the  latter  the  cysts  formed  in  osseous  tumours. 
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Disintegration  and  liquefaction  are  very  common  in  the 
suljstance  of  myelogenous  tumours,  fibromata,  osteo-fibromata, 
ckondromata,  myxomata,  and  sarcomata.  Cysts  are  thus  pro- 
duced, containing  a  liquid  which  may  be  turbid  from  the  presence 
of  cellular  detritus  or  of  blood  and  the  products  of  its  disintegra- 
tion, clear,  mucoid,  or  more  like  serum  in  character.  As  we  have 
already  stated,  tumours  in  bone,  and  particularly  sarcomata,  may 
in  this  way  be  almost  entirely  destroyed,  leaWng  only  multiloc- 
ular  cysts  with  an  enveloping  layer  of  bone  and  periosteum,  the 
interlocular  septa  being  composed  partly  of  sarcomatous  and  con- 
nective tissue  and  partly  of  bone. 

Maxillary  cyBts  are  peculiar  growths  affecting  the  alveolar 
processes  of  the  upjxjr  and  lower  jaws  :  they  will  be  referred  to  in 
relation  to  the  morbid  anatomy  of  the  mouth  (Art.  181). 

Of  the  animal  paraaitesy  Echinoeoccu$  and  Cysticercus  eellu- 
losae  are  found  in  the  bones. 

The  former  is  most  frequently  met  with  in  the  long  tubular 
bones,  but  it  occurs  also  in  the  pelvic,  cranial,  and  vertebral  bones, 
and  in  the  phalangeal  bones  of  the  fingers. 

The  JEchinococcus  or  hydatid  occurs  both  in  the  form  of  single 
cysts  and  in  tliat  of  internal  or  external  daughter-cysts.  The 
hydatid  in  bone,  as  in  other  organs,  may  reach  a  considerable  size. 
By  the  formation  of  numerous  exogenous  cysts  a  bone,  such  as  the 
femur  or  tibia,  is  sometimes  thickly  studded  with  hydatid  vesicles, 
while  others  grow  up  beneath  the  periosteum.  The  presence  of 
the  enlarging  cysts  causes  pressure  and  consequent  atrophic 
resorption  of  the  bone.  When  the  hydatids  are  multiple  and 
numerous,  the  intervening  osseous  tissue  often  becomes  necrotic. 
Large  cysts  or  a  collection  of  numerous  small  cysts  may,  like 
neoplastic  growths,  cause  distension  or  *  inflation  *  of  the  bone. 

Cytsticercu9  celluloaae  is  of  the  rarest  occurrence  in  bones. 

References  on  Cysts  of  Bone. 

BostrSm  :  Featschr.  d.  Naturforschercenammlung  Freiburc  1883 
Fkoriep:  Chirurg,  Kupfertafeln  plates  4:38-440,  and  474  Weimar  1820 
Schlange:  Cysts  of  the  tibia  A.f  klin.  Chir.  xxxvi  1887 
Schneider  :  The  theory  of  bone-cysts  Inaug.  Diss,  Berlin  1886 
ScHUH  :    Die  Erkenntniss  d.  Pseudoplasmen  Vienna  1851 
ViRCHOw  :  Monatfher.  d.  Akad.  d.  Wiss,  (phys.-math.  series)  Berlin  1876 
VoLKMAXX  :  Pitha  and  Billroth' s  Handb.  d,  Chir.  ii 

ZiEGLEK  :  Subchondral  changes  in  arthritis  deformans  and  cysts  of  bone  V.  A, 
70  1877 

References  on  Hydatids  of  Bone. 

Hahn  :  Berl,  klin.  Woch.  1884 

Mt'LLER  :  Beitrage  von  Bruns  ii  1886 

Xeisser:  Die  Echinokokkenkrankheit  Berlin  1877 

Reszey:  I>.  Z.f.  Chir.  vii  1877 

SciiNiTZLER :  Echinococcus  of  bone  Intemat.  klin.  Rundschau  1892 

ViRCHOW :  V.A.79  1880 
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CHAPTER  XXI 


DEGENERATIONS  OF  THE  JOINTS  AND  SYNARTHROSES 

64.  The  primary  mode  of  union  between  the  several  bones  of 
the  skeleton  is  by  sjrnarthroBis.  In  this  form  of  articulation  two 
parts  of  the  skeleton  are  united  by  tissue  differing  from  either 
part,  but  continuous  with  both.  The  uniting  tissue  is  developed 
from  the  plastic  germinal  material  that  is  not  destined  to  be 
utilised  for  bone-formation.  When  the  connexion  between  two 
bones  is  effected  by  means  of  fibrous  tissue,  we  have  a  sjrndesxno- 
sis;  of  this  nature  are  ligaments,  interosseous  membranes,  and 
sutures.  If  the  uniting  tissue  consists  of  cartilage,  the  joint  is  a 
tma  ajrnchrondrosis;  if  partly  of  cartilage  and  partly  of  con- 
nective tissue,  it  is  described  as  a  false  BjrnchroiidroBis.  When 
at  a  later  stage  bone  is  developed  in  and  extends  across  the  syn- 
desmosis or  synchondrosis,  so  that  bones  previously  separate  are 
united  by  osseous  tissue,  the  result  is  called  sjrnoBtosiB. 

When  a  cavity  developes  between  two  adjacent  parts  of  the 
skeleton,  in  such  a  manner  that  the  contiguous  ends  of  the  bones 
are  separated  by  an  empty  space,  and  are  united  only  on  the  exte- 
rior by  fibrous  tissue,  we  have  a  movable  joint  or  diarthrosis.  The 
portions  of  the  bones  next  to  and  bounding  the  joint-cavity  are 
always  covered  with  cartilage.  The  fibrous  connexion  between 
the  bones,  the  articular  capsule,  consists  of  an  outer  layer  of  firm 
fibrous  texture,  the  capsular  ligament,  with  a  thin  inner  layer  of 
soft  and  hisfhly-vascular  connective  tissue,  the  synovial  mem- 
brane,  which  is  lined  on  its  inner  surface  with  a  layer  of  flat  cells, 
and  secretes  a  lubricating  liquid,  the  sjrnovia.  In  many  places 
the  synovial  membrane  is  thrown  into  folds  and  villous  processes. 

The  degenerative  changes  that  affect  joints  and  synarthroses 
usually  concern  the  cartilage,  though  they  may  extend  to  the  con- 
nective-tissue components  also. 

Fatty  changes  not  infrequently  occur  in  the  cartilage  of  the 
diarthroses  and  synchondroses,  oil-globules  appearing  in  the  car- 
tilage-cells. The  degeneration  supervenes  both  in  states  of  gen- 
eral malnutrition  (as  in  old  age),  and  in  local  disorders  of  nutrition 
brought  about  by  disease  of  the  vessels  of  the  part,  by  inflamma- 
tion, and  the  like.  In  aged  persons  the  capsule  and  the  cells  and 
matrix  of  the  cartilage  may  likewise  undergo  a  form  of  hyaline 
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degeneration,  the  cartil^e  with  its  celU  fusing  into  a  homogene- 
ous mass  or  breaking  up  into  hyiiline  flakes.  The  change  Is  looked 
upon  as  of  the  nature  of  amyloid  deganeratlon,  inasmuch  as  the 
degenerate  parta  give  the  charncteristic  amyloid  reaction  with 
iodine  (ViECHOW)  jind  methyl-violet  (Weichselbaum).  Cal- 
careons  deposits  are  met  witii  chieSy  in  old  age  and  in  con- 
nexion with  chronic  inflammatory  disease,  and  appear  mainly 
about  the  margins  of  the  articular  cartilages,  in  places  where  tw 
matrix  is  already  in  process  of  fibrillation  and  degeneration. 

After  haemorrh^es  near  the  cartilage,  and  in  extreme  jaundice, 
amorphous  and  crystalline  masses  of  haematoidin  are  apt  to  be 
deposited  in  its  superficial  cells.  In  rare  cases  diffuse  patches  of 
brown  or  dusky  discoloration  appear  in  the  cartilage  :  this  condi- 
tion, known  as  ocfaronosis  (ai;^oT  yellow,  vocro?  disease),  results 
from  the  saturation  of  the  matrix  with  a  colouring  matter  whose 
source  is  still  a  matter  of  dispute. 

*  In  gout  (Art.  70)  chalky  masses  of  orates  in  the  form  of 
acicular  crystals  (Fig.  144)  are  deposited  in  the  matrix  and  cell- 
capsules  of  the  cartUage. 


AN  ABTmLAE 
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In  the  degeneration  usually  spoken  of  as  mucoid  eofteciiift 
the  cartilage  assumes  a  fibrillar  appearance  (Fig.  146  b'),  probably 
because  the  cementing  substance  between  the  fibrillae  of  the 
matrix  is  liquefied,  and  so  acquires  a  different  refractive  power. 
In  a  section  parallel  to  the  general  direction  of  the  fibrill^  the 
matrix  presents  the  appearance  of  fine  striation  (&);  in  transverse 
section  it  appears  minutely  punctate  ((2).  Frequently  with  the 
striatioD  is  associated  cleavage  of  the  matrix  into  larger  fibrous 
fasciculi  (Art.  73),  or  disruption  into  fragments  of  various  size  . 
(^),  which  are  later  on  broken  up  into  comminuted  granular 
masses  and  then  dissolve  entirely.  The  substance  of  the  cartil^e 
may  also,  without  antecedent  fragmentation,  become  turbid  and 
disintegrate  into  a  mass  of  moleciSar  detritus. 

In  many  cases  the  cells  of  cartilage  in  process  of  softening  ai8 
entirely  destroyed,  after  undergoing  degenerative  transformations 
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of  various  kinds,  but  chiefly  fatty  changes.  Not  infrequently,  how- 
ever, proliferation  takes  place  at  the  same  time,  and  this  leads  to 
the  formation  of  groups  of  cells  (c)  enclosed  within  a  common 
mother-capsule. 

Softening  of  cartilage  is  of  very  frequent  occurrence  in  old  age; 
it  is  most  commonly  observed  in  the  costal  cartilages.  The  cut 
surface  of  the  fibrillated  matrix  has  a  grey  translucent  appearance; 
bat  when  calcification  is  associated  with  the  softening  the  section 
is  white  and  opaque.  When  in  particular  apota  the  cartilage  is 
completely  dissolved,  cystic  cavities  filled  with  liquid  are  formed. 

Softening  also  not  infrequently  takes  place,  in  advanced  age, 
in  the  articular  cartilages  and  in  the  83mchondro3es.  both  on  the 
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aorface  and  in  the  layers  nearest  the  bone.  It  very  frequently 
accompanies  chronic  inflammation,  and  plays  a  very  important 
part  in  the  several  forms  of  chronic  arthritis  (Arts.  71-74). 

If  the  softening  cartilage  is  so  situated  that  vascular  tissue  is 
able  to  grow  into  it  from  adjacent  parts,  as  when  it  adjoins  the 
bone-marrow  or  the  perichondrium,  its  loss  of  substance  is  sooner 
or  later  made  good  by  new-formed  vessels  and  cells ;  and  thus  in 
the  place  of  the  tissue  destroyed  marrow  and  even  bone  is  ulti- 
mately formed.  Costal  cartilages  containing  softened  patches  in 
tiieir  interior  are  for  this  reason  often  found  to  be  also  in  part 
ossified. 
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Cartilage  is  very  resistent  to  pressure.  Hence  aneurysms  of 
the  aorta  which  press  against  the  vertebral  column  or  the  ribs, 
and  thereby  cause  destruction  of  the  bone,  make  no  visible  im- 
pression upon  the  cartilage.  Under  very  long-continued  morbid 
pressure  the  cartilage  may,  however,  become  fibrillated  and  ulti- 
mately converted  into  fibrous  tissue.  In  like  manner  the  con- 
tinued absence  of  a  pressure  that  is  normal  causes  the  inactive 
cartilage  to  become  cloudy  and  fibrillated. 

Purulent  and  granulative  inflammations  easily  lead  to  erosion, 
caries,  and  necrosis  of  the  cartilage. 

The  fibrous  components  of  the  diarthroses  and  synarthroses 
are  subject  to  changes  analogous  to  those  observed  in  cartilage. 
Fatty  degeneration  of  the  cells,  pigmentation,  amyloid  degenera- 
tion (Weichselbaum),  calcification,  incrustation  with  urates, 
disintegration,  and  ulceration,  all  occur  in  these  tissues  under  the 
same  conditions  as  in  cartilage. 

References  on  Degenerative  Changes  in  the  Articular  and 

other  Cartilages. 

BosTROM :  Ochronosis  of  cartilage  Virchow^s  Festschrift  {intemationale)  ii  1891 

Ecker:  Softening  of  cartilage  A.f.  physiol.  Heilk.  ii  1&43 

Flesch  :   Unters.  iiber  die  Grundsubstanz  des  hycdinen  Knorpels  Wiirzburg  1880 

Gurlt:  Beitrdge  z.  pathoL  Anat.  d.  Gelenkkrankheiten  Berlin  1853 

Moll  :  Exper.  Unters,  iiber  den  anatomischen  Zustand  d.  Gelenke  bei  andauemder 

Immobilisation  derselben  Berlin  1885 
SoLGER :  Optical  behaviour  of  articular  cartilage  after  treatment  with  alcohol 

V.  A.  102  1885;   Circumcellular  and  intercellular  deposits  in  cartilage 

A.f,  mikrosk.  Anat,  xxxiv  1889 
TiLLMANS :  Structure  of  cartilage  A,f.  Anat,  1877 
ViRCHOw:  Amyloid  d^eneration  of  cartilage  WUrzburg,  VerhandL  vii,  V.  A.  8 

1855;  Softening  of  cartilage  F.  /I.  4  1852;  Ochronosis  V.A.36  1866 
Zahn:  Pigmentary  deposits  in  cartilage  V,  A.  72  1878 

65.  When  the  matrix  of  the  cartilage  undergoes  softening 
and  dissolution,  its  cells  retaining  their  vitality,  blood-vessels 
sometimes  penetrate  into  the  softened  region  at  the  same  time  or 
soon  afterwards.  Under  these  conditions  the  cartilage-cells  may 
continue  to  live  (Fig.  146  (?),  and  by  their  proliferation  and 
metaplasia  form  an  integral  portion  of  the  tissue  which  ulti- 
mately takes  the  place  of  the  cartilage. 

Mucoid  tissue  is  that  which  is  usually  formed  by  the  meta- 
plasia of  cartilage.  It  consists  of  a  network  of  stellate  cells 
(J),  in  the  meshes  of  which  is  a  liquid  containing  mucin.  If  at  a 
later  stage  cells  brought  by  the  blood,  or  introduced  from  pro- 
liferous tissue  in  the  neighbourhood,  collect  in  the  interstices  of 
the  cellular  network,  the  tissue  acquires  more  and  more  the  char- 
acters of  Ijrxnphoid  marrow.  It  is  partially  changed  into  fatty 
marrow  by  the  conversion  of  the  cells  of  the  network  into 
fat-cells.  When  the  tissue  becomes  markedly  fibrillar,  its  texture 
resembles  that  of  fibrous  connective  tissue. 
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Metaplasia  occurs  very  frequently  in  the  articular  cartilages, 
both  as  an  idiopathic  (generally  senile)  disorder  of  nutrition  and 
as  an  accompaniment  of  various  chronic  inSammatory  processes. 

If  the  cartilage  is  freely  permeated  by  medullary  spaces  con- 
taining blood-vessels  extending  from  the  adjacent  marrow-tissue, 
the  intervening  cartilaginous  bridges  and  cancelli  are  often  con- 
verted directly  into  osseous  trabeculae.  In  this  manner  the 
cartilage  is  replaced  by  cancellous  boue. 

In  many  chronic  disorders  of  nutrition  affecting  the  joints  and 
synchondroses,  the  hyaline  cartilage  is  converted  directly  into 
fibro-cartilage,  and  ultimately  into  ordinary  connective  tissue, 
whose  fibres  are  arranged  in  parallel,  wavy,  or  interlacing  bundles. 
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This  is  especially  the  case  in  chronic  rheumatic  polyarthritis 
(Art.  74),  and  in  tuberculous  disease  of  the  joints  during  the 
process  of  repair. 

Changes  similar  to  those  just  described  in  reference  to  car- 
tilage take  place  in  the  fibrous  structures  of  the  joints,  syndes- 
moses, and  sutures.  Thus,  for  example,  the  villous  synovial 
fringes  may  be  converted  into  adipose  tissue,  by  free  assimilation 
and  iuclusioQ  of  fat  into  their  substance.  Ossification  takes  place 
chiefiy  in  the  sutures,  where  it  is  indeed  a  physiological  process. 
It  is  to  be  regarded  as  pathological  only  when  it  takes  place 
prematurely,  or  where  it  occurs  in  syndesmoses  that  normally 
remain  onossified  throughout  life. 
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CHAPTER   XXII 


REGENERATION  AND  HYPERTROPHY  IN  JOINTS 

66.  Regenerative  proliferation  takes  place  both  in  the  car- 
tilaginous and  in  the  fibrous  components  of  the  joints,  but  attains 
any  considerable  extent  in  the  latter  only.  The  restoration  of 
cartilage  that  has  once  been  destroyed  is  usually  very  imperfect. 

Hypertrophic  proliferation  may  occur  in  the  articular  car- 
tilage as  well  as  in  the  fibrous  tissues  of  the  joint,  and  in  both  is 
apt  to  attain  considerable  dimensions.  The  overgrowth  may  be 
general  or  local :  in  the  cartilage  it  gives  rise  to  nodose  or  tuber- 
*ous  prominences,  in  the  articular  capsule  and  the  synovial  mem- 
brane to  diffuse  thickenings  or  to  papillary  excrescences.  These 
overgrowths  are  the  most  characteristic  appearances  of  the  disease 
known  as  chronic  arthritis  deformans  (Art.  73).  For  the  rest, 
hypertrophy  of  the  fibrous  structures  appears  for  the  most  part 
in  connexion  with  ordinary  articular  inflammations,  and  in  the 
course  of  tuberculous  arthritis.  It  results  in  the  formation  of 
new  connective  tissue,  and  sometimes  of  cartilaginous  and  osseous 
tissue. 

When  a  costal  cartilage  is  injured  in  any  manner,  none  but 
degenerative  changes  are  usually  induced  at  the  seat  of  the  lesion. 
These  consist  in  swelling  of  the  cells,  vacuolation,  granular  tur- 
bidity, fatty  degeneration,  and  disintegration.  Only  in  rare 
instances,  and  then  only  in  young  persons,  does  proliferation 
appear  in  proximity  to  the  zone  of  degeneration,  and  it  is  always 
confined  within  narrow  limits.  The  fracture  of  a  costal  cartilage 
does  not  heal  by  regenerative  proliferation  of  the  cartilage  itself, 
the  broken  ends  being  united  only  by  means  of  proliferation 
starting  from  the  perichondrium  ;  this  produces  fibrous  tissue 
and  bone,  but  never  cartilage. 

If  a  fragment  of  cartilage  within  a  joint  is  detached  by  vio- 
lence, the  defect  thereby  caused  is  never,  or  at  most  very  imper- 
fectly, made  good  by  new  cartilage.  When  the  defect  extends  to 
the  spongy  tissue  of  the  bone,  or  approaches  the  periosteum,  the 
hiatus  is  filled  up  with  new  connective  tissue,  though  even  then 
a  depression  usually  remains  at  its  site.  The  like  happens  when 
the  fracture  involves  both  bone  and  articular  cartilage. 

Loose  fragments  of  cartilage  detached  from  the  articular  sur- 
face, or  loose  fragments  of  bone  covered  with  cartilage,  do  not 
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as  a  rule  unite  again  with  the  original  surface  of  rupture,  but 
either  form  loose  bodies  that  are  movable  within  the  joint,  or 
become  attached  "to  the  synovial  membrane  by  new-formed  vas- 
cular connective  tissue,  which  covers  them  over  with  a  fibrous 
envelope  (Art.  67). 

When  a  joint  is  subjected  to  traumatic  violence,  the  capsule  is 
either  bruised  and  overstretched,  or  its  continuity  is  broken  by  a 
more  or  less  extensive  rent.  In  sprains,  the  ligaments  are  over- 
stretched and  forcibly  elongated,  and  some  of  their  fibres  are 
ruptured.  In  traumatic  luxation  or  dislocation  the  articular 
ends  of  the  bones  are  either  completely  or  partially  (as  in  subluxa- 
tion) displaced  from  their  normal  positions,  and  their  mutual  rela- 
tions are  disturbed.  Such  displacements  are  of  course  possible 
only  when  they  are  accompanied  by  considerable  laceration  of  the 
soft  tissues.  In  complete  dislocation  the  laceration  is  so  exten- 
sive that  the  head  of  the  bone  escapes  through  the  rent  in  the 
articular  capsule.  Occasionally  the  articular  cartilage  and  the 
bone  are  injured  at  the  same  time  (complex  dislocation). 

The  first  results  of  the  injury  are^  as  in  fracture  of  bone,  more 
or  less  severe  haemorrhage  from  the  torn  vessels,  and  subsequent 
inflammation ;  these  give  rise  to  effusion  into  the  joint,  and  to 
infiltration  of  the  articular  capsule  and  the  adjoining  tissues. 
If  the  injury  is  not  complicated  by  septic  infection,  which  is 
especially  liable  to  occur  in  articular  injuries  and  luxations  asso- 
ciated with  penetrating  wounds  of  the  skin,  the  inflammation  at 
no  time  reaches  a  high  degree  of  severity,  and  sooner  or  later 
passes  away,  the  extravasated  blood  and  the  inflammatory  effusion 
being  re-absorbed.  Only  in  very  rare  cases  do  small  residues  of 
the  extravasation  and  enusion  remain  unabsorbed,  and  these,  by 
the  action  of  immigrant  cells,  are  afterwards  converted  into  loose 
seed-like  bodies  of  firm  texture,  resembling  that  of  dense  fibrous 
tissue  (Art.  77). 

When  a  dislocated  limb  is  promptly  returned  to  its  proper 
position,  regenerative  processes  are  very  soon  set  up  in  the  capsule: 
the  rent  in  the  capsule  is  thus  repaired  and  the  ruptured  liga- 
ments are  reunited.  The  new-formed  material  is  plastic  cellu- 
lar tissue,  which  in  course  of  time  is  converted  into  connective 
tissue  resembling  that  of  the  rest  of  the  capsule.  An  excess  of 
new  tissue  is  at  first  thrown  out ;  but  after  the  lapse  of  months 
or  years  the  capsule  generally  resumes  its  normal  appearance. 
Lesions  of  the  articular  structures  produced  by  sprains,  contu- 
sions, penetrating  wounds,  etc.,  and  ruptured  synarthroses,  are 
repaired  in  a  similar  manner.  Any  tissue  that  has  been  killed 
outright  by  the  injury  or  has  undergone  necrosis  is  resorbed. 
Simultaneous  fissures  or  fractures  of  the  intra-articidar  parts  of 
the  bones  heal  in  the  manner  already  described  in  Art.  45. 
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References  on  the  Repair  of  Injuries  to  Cartilage. 

Barth:  Begeneration  of  hyaline  cartilage  CenLf.  med.  Wiss.  1869 

B5hm  :  Normal  and  morbia  anatomy  of  the  joints  Inaug,  Diss,  Wiirzburg  1868 

Ewetzkt:  Inflammation  of  cartilage  Unters.  Zurich.  pathoL  Inst,  iii  Leipzig 

1875 
Flesch  :  Grundsxibst.  d.  hyalinen  Knorpels  Wiirzburg  1880 
Genzmer  :  Cicatrisation  of  cartilage-wounds  F.  A .  67  1876 
ScHWALBE ;  Sitzungsher.  d.  GeseUsch.  f.  Med.  u.  Naturwiss.  Jena  1878 
Spite  :  Fractures  complique'es  des  cartilages  diarthrod.  Paris  1881 
TizzoNi :  Pathological  histology  of  cartilage  A .  per  le  scienze  med.  ii  1877 

67.  When  the  ends  of  two  bones  lying  within  a  joint  are 
removed  by  resection,  and  the  cut  surfaces  are  firmly  and  rigidly 
apposed,  proliferation  promptly  sets  in  about  the  site  of  the 
operation,  provided  septic  infection  be  excluded.  The  changes 
thus  induced  are  similar  to  those  attending  simple  fracture,  diflPer- 
ing  only  in  the  fact  that  the  production  of  plastic  or  germinal 
tissue  is  confined  within  moderate  limits.  If  the  bones  are  in  the 
end  firmly  and  permanently  united  by  tissue  springing  from  the 
periosteum  and  the  bone-marrow,  the  result  is  termed  ankyloBis. 
When  the  uniting  substance  consists  merely  of  connective  tissue, 
we  have  fibrous  ankylosis ;  when  bone  also  is  formed  in  it,  the 
term  bony  ankylosis  is  applied  to  the  union. 

If  the  resected  ends  are  not  kept  rigidly  apposed,  and  relative 
movement  is  permitted,  the  two  bones  will  ultimately  become 
united  by  flexible  tissue.  This  leaves  them  free  to  move  one 
upon  the  other,  and  accordingly  a  more  or  less  perfect  new  joint, 
or  nearthrosis,  is  produced  between  them. 

Osseous  resorption  and  apposition  ensue  in  the  resected  ends, 
and  the  bones  are  thereby  to  a  varying  extent  altered  in  form. 
In  certain  cases  the  ends,  in  the  course  of  some  months,  assume 
forms  whose  configuration  somewhat  resembles  that  of  the  normal 
joint-surfaces. 

At  an  early  stage  the  free  surfaces  of  the  bones  are  covered 
over,  from  the  periphery  inwards,  with  connective  tissue  derived 
in  part  from  the  bone  but  mostly  from  the  periosteum.  The 
opposed  layers  of  connective  tissue  sometimes  become  coherent, 
and  thus,  if  the  joint  is  kept  fixed  in  one  position,  establish  a  firm 
union  between  the  ends  of  the  bones.  In  certain  cases,  if  suitable 
relative  movements  of  the  bones  are  kept  up,  a  cavity  is  formed 
between  them.  The  cavity  has  smooth  walls,  and  is  either  single 
or  subdivided  by  membranous  adhesions.  Such  a  cavity  fulfils 
the  function  of  a  new  joint-cavity,  and  sometimes  even  contains  a 
liquid  resembling  synovia. 

The  connective  tissue  that  covers  the  ends  of  the  bones  is 
usually  firm,  dense,  and  fibrous.  In  young  persons,  hyaline  carti- 
lage and  fibro-cartilage  are  sometimes  developed  in  it  (Lt^CKE, 
CzERNY,  Weichselbaum).  In  some  cases  this  formation  extends 
over  the  larger  portion  of  the  free  surfaces. 
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After  resection  of  the  head  of  a  bone,  its  socket  or  acetabulum 
being  prefer veil^  changes  analogouB  to  those  above  described  occa- 
sionally take  place. 
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68.  When  lai^e  portions  of  the  tissues  of  a  joint  are  destroyed 
by  inflammation  or  other  morbid  process,  while  (at  the  same  time 
or  subsequently)  other  portions  undergo  proliferation,  an  tntra- 
capanlar  ankyloBis  may  be  formed,  and  the  ends  of  the  bones 
are  thereby  fixed  in  one  position.     If  the  bones  are  absolutely 
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fixed  we  have  complete  or  true  ankylosis ;  if  some  movemeDt  iB 
still  possible,  partial  or  spurious  ankylosis  is  the  result. 

Such  ankyloses  are  generally  formed  in  the  follo\ving  manner. 
From  the  sides  of  the  joint  connective  tissue  grows  over  the 
morbidly -altered  articular  surfaces  of  the  bones,  and  that  whioh 
covers  one  bone  becomes  adherent  both  to  tlie  surface  underlying 
it  and  to  the  tissue  covering  the  opposite  articular  surface.  If  by 
the  antecedent  disease  the  articular  cartilage  has  been  only  par- 
tially destroyed,  so  that  the  bones  are  still  in  part  covered  with 
cartilage,  the  vascular  connective  tissue  (Fig.  147  ef)  growing 
over  the  ai-ticular  surfaces  becomes  attached  to  this  cartilage  (o). 
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Usually  the  matrix  of  the  subjacent  cartilage  undei^oea  dis- 
solution (c  i;|),  and  the  cartilage  is  first  transformed  into  mucoid 
(i  hj)  and  fiuidly  into  connective  tissue.  The  cartilage  may  also, 
by  fibrillation  of  its  matrix,  be  converted  directly  into  connective 
tissue.  By  these  means  a  fibrous  intercartilaglnoiis  ankylooil 
is  produced  (Fig.  148).  If  the  amount  of  connective  tissue 
uniting  the  cartilages-  is  very  small,  the  condition  might  be 
described  as  cartilaglnoiis  ankylosis. 

Should  the  articular  cartilage  have  been  entirely  destroyed 
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by  antecedent  disease,  new  connective  tiRSue  derived  either  from 
the  sides  of  the  joint  in  the  manner  just  described,  or  directly  from 
the  bone-marrow  itself,  may  unite  the  exposed  bony  surfaces.  In 
either  case  a  flbroos  intaroBBeons  ankylosis  takes  place. 

When  the  cartilage  is  only  in  part  destroyed,  so  that  car- 
tilaginous islands  remain,  the  adhesions  produced  by  proliferation 
from  the  sides  of  the  joint  and  from  the  bone-raarrow  give  rise  to 
a  fibrous  ankylosis  that  is  partly  interosseous  and  partly  inter- 
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Destruction  of  the  articular  cartilage  may  be  followed  by  the 
production,  over  the  exposed  spots,  not  only  of  connective  tissue 
but  of  bone ;  and  if  the  new  osseous  tissue  unites  the  opposed 
ends  of  the  bones,  bony  an^losis  is  tbe  result  (Fig.  149). 
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The  new  bone  may  be  produced  directly  from  proliferous  germi- 
nal tissue  or  by  the  secondary  ossification  of  an  existing  fibro- 
cartilaginous ankylosis  (Fig.  148  d).  The  bony  connexion  some- 
times consists  of  a  few  bars  or  bridges  of  bone  crossing  the 
joint-cavity,  or  the  latter  may  be  so  far  obliterated  that  the  can- 
celli  of  the  articular  head  of  the  bone  (Fig.  149  d)  run  into  and 
are  directly  continuous  with  those  of  the  socket  («/).  The  fusion 
is  occasionally  so  complete  that  the  site  of  the  joint-cavity  almost 
ceases  to  be  traceable. 

The  different  varieties  of  intra-capsular  ankylosis  may  com- 
bine, giving  rise  to  mixed  forms  in  which  the  uniting  medium 
consists  of  bone,  cartilage,  and  connective  tissue.  Under  certain 
conditions  the  articular  ends  of  bones  are  greatly  deformed  by 
osteogenic  proliferation,  whereby  their  normal  range  of  move- 
ment becomes  more  and  more  limited,  and  finally  ceases  alto- 
gether, the  bones  becoming  immovably  locked.  This  occurs  in 
arthritis  deformans  (Art.  73),  and  might  be  described  as  anky- 
losis from  deformity. 

Joints  also  become  immovable,  or  movable  only  with  difficulty, 
from  the  thickening  and  shrinking  of  the  capsule.  Such  an  immo- 
bilisation of  the  joint,  which  occurs  chiefly  in  the  case  of  the 
fingers,  is  best  described  by  the  term  capsular  ankylosis. 

Changes  in  the  parts  about  a  joint,  such  as  fibroid  induration 
of  the  connective  tissues,  adhesion  of  tendons  and  muscles,  new- 
formation  of  osteophytes  and  spicules  of  bone,  muscular  paralysis, 
etc.,  are  apt  to  impair  or  abolish  its  mobility,  and  produce  what 
might  be  described  as  eztra-capsolar  ankylosis,  or,  where 
shortening  and  rigidity  of  the  muscles  and  ligaments  are  the 
primary  causes,  as  articular  coutractore. 

HOter  describes  all  impairmeuts  of  the  mobility  of  the  joints  as  oon- 
traotures,  and  according  to  their  mode  of  origin  distinguishes  them  as 
arthrogenous,  myogenous,  or  cicatricial.  The  myogenous  forms  are  due  to 
changes  in  the  muscles ;  the  cicatricial  forms  to  contraction  and  induration  of 
the  para-muscular,  parartendinous,  and  subcutaneous  connective  tissue;  the 
arthrogenous  forms  to  various  diseases  of  the  joints,  and  particularly  to 
inflammation. 
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69.  An  nnredneed  dislocation,  in  which  the  displaced  limb 
remains  permanently  in  an  abnormal  position,  results  in  changes 
within  the  affected  joint  of  a  kind  varying  with  the  malposition 
and  other  relations  of  the  parts. 

The  socket  or  articular  end  of  the  bone,  from  which  a  distal 
bone  has  beeu  dislocated,  becomes  covered  over  with  connective 
tissue  derived  mainly  from  the  torn  capsule,  but  partly  also  from 
the  soft  parts  about  the  affected  joint.  The  connective  tissue 
adheres  to  the  cartilage,  and  this  In  course  of  time  itself  under- 
goes fibrillation,  its  surface  layers  being  gradually  converted  into 


Fio.  ISO.    NBARTaBoan  or  the  bif. 

{Rtdueed  to  on«-ka(f  Ihe  nataral  ttzt) 

a  old  UMabnliim  which  has  become  ehallawer  b  new  articular  carlty 

connective  tissue  which  fuses  with  the  new  connective  tissue  over- 
lying it.  The  depth  of  the  articular  cavity  is  at  the  same  time 
diminished  by  the  apposition  of  new  bone  in  its  central  portion 
(Fig.  160  a). 

A  similar  fate  may  befall  the  proximal  end  of  the  dislocated 
bone,  should  it  remain  free  in  the  soft  tissues  and  out  of  con- 
tact with  some  other  bony  surface.  If,  however,  it  is  pressed 
against  bone,  proliferation  may  ensue,  and  lead  either  to  ankylosis 
(Fig.  151)  or  to  the  formation  of  a  new  joint  (Fig.  150  £). 
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At  the  point  of  contact  with  the  dislocated  bone,  the  proximal 
bone  becomes  foveolated  or  dinted,  by  a  process  of  resorption  akin 
to  atrophy  from  pressure.  The  excavation  however  is  usually 
very  slight,  and  may  be  entirely  absent  (von  Langesbeck). 
Very  soon  after  the  dislocated  bone  is  forced  against  it,  the  peri- 
osteum near  the  spot  that  is  pressed  upon  begins  to  proliferate, 
and  after  the  lapse  of  some  weeks  a  bony  ridge  is  thrown  up  round 
tlie  articular  head  of  the  dislocated  bone.  In  this  way  is  formed 
a  new  glenoid  or  acetabular  cavity,  which  is  covered  externally  by 
the  fibrous  layer  of  the  periosteum  (Fig,  150  6). 
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While  this  process  is  going  on  in  the  proximal  bone,  a  fibrous 
envelope  is  gradually  formed  about  the  head  of  the  distal  bone, 
partly  oy  the  remains  of  the  old  capsule  and  partly  by  the  sur- 
rounding soft  parts.  This  envelope  becomes  adherent  to  the 
surface  of  the  proliferous  periosteum,  and  thus  a  new  joint-capsule 
is  fashioned.     If  the  dislocated  bone  remains  unmoved  while  the 
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above-described  changes  are  proceeding,  firm  fibrous  or  ( 
ankylosis  takes  place  between  it  and  the  supporting  bone  (Fig, 
151),  part  of  the  articular  cartilage  being  converted  into  fibrous 
or  even  into  osseous  tissue.  If  the  dislocated  limb  is  subjected 
to  movement  during  the  period  of  repair,  a  more  or  less  perfect 
nearthrosis  may  be  produced  (Fig.  150  b).  In  this  case  the  sur- 
faces of  the  old  articular  head  and  of  the  new  socket  remain  free 
from  adhesions,  or  at  least  these  are  but  scanty  and  loose  enough 
to  allow  of  some  mobility  in  the  new  joint.  At  the  same  time 
the  free  surface  of  the  new  socket  becomes  smooth,  while  the  free 
portion  of  the  articular  cartilage  is  preserved,  or  converted  into 
eburnated  or  sclerotic  bone.  Between  the  two  is  formed  a  joint- 
cavity  bounded  by  the  new  articular  capsule.  This  cavity  is  lined 
with  flat  connective -tissue  cells,  and  contains  a  viscid  liquid  or 
synovia.  Cartilage  is  occasionally  produced  in  the  new  connec- 
tive tissue  of  the  socket,  so  that  the  structure  of  the  new  joint 
ultimately  approximates  closely  to  that  of  a  normal  joint. 
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CHAPTER   XXIII 


ACUTE  AND  CHRONIC  INFLAMMATIONS  OF  JOINTS 

70.  Acute  inflammations  of  joints  may  be  traumatic,  haema — 
togenous,  or  secondary  to  affections  of  the  contiguous  structures. 
In  the  latter  case  they  are  most  usually  the  sequelae  of  inflam- 
matory infective  diseases  of  the  bones.  The  haematogenous 
varieties  also  are  usually  of  an  infective  nature,  and  occur  chiefly 
in  connexion  with  such  diseases  as  articular  rheumatism,  pyaemia, 
erysipelas,  scarlatina,  measles,  typhoid  fever,  pneumonia,  dysen- 
tery, and  gonorrhoea.  Articular  inflammations  are  indeed  pa- 
thognomonic of  acute  polyarthritic  rlieumatism.  In  the  other 
infective  diseases,  articular  inflammations  are  due  to  some  excep- 
tional action  of  the  specific  poison,  or  to  secondary  pyaemic 
infection.  In  the  particular  pyaemic  infection  known  as  septic 
osteomyelitis  and  periostitis,  tlie  articular  inflammation  appears 
either  simultaneously  with  the  disease  of  the  bones,  or  only  as  a 
secondary  result  of  it. 

The  vascular  tissue  of  the  synovial  membrane  is  the  structure 
that  most  actively  participates  in  the  inflammatory  process,  which 
is  thus  primarily  a  Bynovitis.  The  ligaments  and  other  parts 
surrounding  the  joints,  and  the  articular  cartilages,  are,  however, 
ultimatel}'  affected,  producing  what  has  been  termed  parasjTio- 
vitis  (Ht>TER)  and  chondritis.  When  the  synovial  membrane, 
the  ligaments,  the  cartilage,  and  the  bones  are  all  involved,  the  con- 
dition is  aptly  described  as  panarthritiB  (Volkmann,  Huter). 
In  mild  cases  the  inflammatory  process  may  be  limited  to  the 
synovial  membrane,  which  then  becomes  the  seat  of  congestive 
hyperaemia  and  exudation.  In  severe  ctises  changes  in  the  car- 
tUage  almost  always  take  place,  particularly  when  the  morbid 
process  is  long  maintained,  and  turbidity,  disintegration,  and 
dissolution  of  the  cartilaginous  matrix  ensue.  These  changes 
produce  local  defects  in  the  cartilage,  which  are  referred  to  as 
cartilaginous  erosions  and  cartilaginous  caries.  More  or  less 
extensive  necrosis  of  the  cartilage  is  not  uncommon,  especially  in 
purulent  and  tuberculous  inflammations  ;  it  may  extend  to  the 
subchondral  bone-marrow,  and  so  destrov  the  nutrient  substratum 
of  the  cartilage.  Cartilaginous  sequestra  are  formed  by  the 
exfoliation  of  the  necrotic  portions. 
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According  to  the  character  of  the  exudation,  two  varieties  of 
acute  articular  inflammation  may  be  distinguished  —  the  serous 
and  the  purulent. 

Serous  arthritiB  or  Bynovitis,  or  acute  articular  dropsy,  is 
characterised  by  the  effusion  of  a  serous  liquid  containing  minute 
flakes  of  fibrin,  and  gives  rise  to  more  or  less  extensive  swelling 
of  the  joint.  When  the  fibrinous  coagula  are  abundant,  the  afifec- 
tion  may  be  called  sero-fibrinous  synovitis.  The  synovial  mem- 
brane, with  its  villous  fringes  and  folds,  is  more  or  less  injected 
And  swollen,  and  at  times  exhibits  small  extravasations  of  blood. 

In  acute  purulent  arthritis  or  synovitis,  or  empyema  of  a 
joint,  the  synovial  membrane  secretes  a  purulent  or  fibrino-purulent 
exudation,  which  becomes  mingled  with  the  synovial  liquid.  The 
synovial  membrane  itself  and  the  articular  ligaments  are  swollen 
and  infiltrated  with  cells.  When  abundant  diapedesis  of  the  red 
blood-corpuscles  takes  place,  the  inner  surface  of  the  joint  assumes 
a  dark-red  colour.  Purulent  synovitis  is  occasionally  a  later  stage 
of  the  serous  or  sero-fibrinous  variety,  though  frequently  the  exu- 
dation is  purulent  from  the  outset.  Serous  synovitis  occurs  with 
greatest  frequency  in  the  knee-joint,  and  often  without  any  defi- 
nite cause  that  can  be  detected.  In  other  cases  it  is  due  to  infec- 
tion. The  swelling,  as  a  rule,  is  not  very  painful.  In  cases 
accompanied  by  excessive  stretching  of  the  joint-capsule,  the 
articular  ends  of  the  bones  may  become  so  displaced  as  to  induce 
spontaneous  dislocation. 

Acute  polyarthritic  rheumatism  is  characterised  by  the  pain- 
ful swelling  of  several  joints  at  one  time.  Gtouty  arthritis,  caused 
by  the  deposition  of  urates  in  the  articular  structures,  gives  rise 
to  exquisitely  painful  swellings,  that  most  frequently  occur  in  the 
metatarso-phalangeal  joints  of  the  great  toe  (^podagra)  and  in 
the  finger-joints  (^chiragrd) :  the  adjacent  parts  of  the  periosteum, 
tendons,  ligaments,  and  skin  are  always  simultaneously  affected. 

The  articular  inflammations  associated  with  gonorrhoea,  py- 
aemia, puerperal  fever,  scarlatina,  and  measles  are  usually  of  the 
purulent  variety.  The  gonorrhoeal  form  is  confined  almost  ex- 
clusively to  the  knee-joint;  the  other  forms  attack  various  joints. 

Acute  articular  inflammations  usually  end  in  recovery.  Serous 
effusions  into  the  knee-joint  are  very  apt  to  recur,  and  may  give 
rise  to  chronic  troubles.  Thus,  after  acute  articular  rheumatism, 
hyperplastic  proliferation  of  the  synovial  membrane,  fibrous  meta- 
plasia of  the  cartilage,  and  finally  fibro-cartilaginous  ankylosis  are 
apt  to  take  place.  In  purulent  inflammations  the  symptoms  may 
become  more  severe  as  time  goes  on :  the  synovial  membrane 
becomes  thickened,  its  internal  surface  becomes  covered  with 
fibrino-purulent  deposits,  and  even  the  capsular  ligaments  become 
infiltrated  (panarthritis).  The  synovial  membrane  then  begins  to 
suppurate,  the  cartilage  becomes  turbid  and  undergoes  fibrillation 
or  partial  necrosis,  and  lymphangitic  abscesses  are  formed  in  the 
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neighbourhood  of  the  joint.  Finally,  the  inflammation  may  extend 
to  the  bone,  so  that  the  marrow  becomes  the  seat  of  suppuration, 
and  the  osseous  trabeculae  undergo  caries  and  necrosis.  When 
the  articular  head  is  thus  considerably  reduced  in  size,  and  the 
ligaments  are  relaxed  or  destroyed,  displacement  of  the  bones  may 
ts^e  place  (spontaneous  dislocation). 

In  such  cases  complete  recovery  or  repair  is  impossible.  If 
the  process  comes  to  an  end  at  all,  it  is  by  the  formation  of 
granulation-tissue  (secondary  granular  synovitis  of  Hutee),  and 
ultimately  of  cicatricial  tissue.  When  the  articular  ends  are 
thereby  firmly  united  to  each  other,  fibrous  ankylosis  is  the  re- 
sult; and  if  regenerative  proliferation  is  set  up  in  the  osseous 
tissue  during  the  process  of  healing,  the  ankylosis  becomes  bony. 

Purulent  effusions  sometimes  remain  in  a  joint  for  a  long  time 
without  producing  any  serious  destructive  change  ;  this  condition 
is  by  many  referred  to  as  catarrhal  synovitis. 

Synchondroses  and  syndesmoses  are  liable  to  become  inflamed 
and  suppurate  in  the  same  manner  as  other  joints.  If  they  are  in  this 
way  entirely  destroyed,  the  bones  they  unite  sometimes  fall  apart. 

When  no  septic  infection  occurs  to  complicate  an  articular 
injury  due  to  violence,  such  as  a  fracture,  bruise,  sprain,  or  lacer- 
ation of  the  capsule,  sero-cellular,  fibrinous,  or  haemorrhagic 
effusion  into  the  joint,  and  moderate  infiltration  of  the  synovial 
membrane  and  oi  the  capsular  ligaments,  are  the  usual  results. 
The  like  takes  place  when,  by  some  violent  movement,  synovial 
fringes  or  loose  bodies  within  the  joint  are  caught  and  crushed, 
the  articular  ligaments  being  at  the  same  time  severely  strained. 

Inflammations  of  this  character  usually  pass  away  rapidly; 
but  sometimes,  and  particularly  if  they  are  of  frequent  recurrence, 
they  lead  to  lasting  changes  and  to  chronic  arthritis  (Arts.  71 
and  73).  In  rare  cases,  the  coagula  of  haemorrhagic  or  fibrinous 
effusions  are  not  completely  re-absorbed,  but  are  changed  by  a  kind 
of  organisation  into  small  fibrous  loose  bodies  (voN  Reckling- 
hausen). Cuts,  stabs,  and  gunshot  wounds  of  the  joints  combined 
with  penetrating  wounds  of  the  skin,  and  complex  dislocations  in 
which  the  joint  is  opened  and  infected,  usually  lead  to  severe 
purulent  and  septic  inflammation,  in  the  course  of  which  the 
articular  capsule  not  infrequently  ulcerates  and  becomes  necrotic, 
and  the  adjacent  bones  are  destroyed  by  caries  and  necrosis. 

The  fact  that  many  persons  exhibit  from  childhood  a  marked  tendency  to 
serous  effusion  into  the  knee-joint  whenever  that  joint  is  subiected  to  slight 
injury,  as  from  a  mere  mis-step,  is  probabljr  to  be  accounted  for  dv  the  presence 
of  some  undue  development  of  the  synovial  folds  and  fringes,  which  ai*e  there- 
fore apt  to  be  incarcerated  and  bruised.  It  is  also  possible  that  in  these  cases 
the  entire  synovial  membrane  is  abnormally  susceptible  to  injury. 

Blood  effused  into  a  joint  is  probably  prevented  from  coagulating  by  the 
healthy  synovial  membrane  :  in  a  joint  that  is  but  slightly  injured,  blood  may 
therefore  remain  liquid  for  a  long  time,  whereas  coagulation  takes  place  quickly 
when  the  joint-capsule  is  extensively  injured  or  inflamed. 
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71.  Even  when  we  leave  out  of  consideration  the  tuberculous 
and  syphilitic  forms  of  chronic  arthritiB,  theire  still  remain  a 
large  number  of  processes  to  which  the  term  is  applied,  and 
which  differ  greatly  both  in  their  aetiology  and  in  the  anatomical 
changes  they  induce.  Since  all  parts  of  a  joint  are  usually 
affected  together,  the  condition  is  generally  one  of  panarthritis 
(HiJTER,  Volkmann).  Five  varieties  of  chronic  arthritis  may 
be  distinguished  according  to  their  anatomical  peculiarities : 
namely,  chronic  serous  arthritis,  chronic  purulent  arthritis,  dry 
chronic  ulcerative  arthritis,  chronic  deforming  arthritis,  and 
chronic  ankylosing  arthritis.  From  an  aetiological  point  of  view 
it  is  somewhat  difficult  to  define  the  several  varieties  precisely ; 
but  if  all  the  infective  processes  be  placed  together,  five  groups 
may  be  distinguished  according  to  the  circumstances  of  their  ori- 
gin: namelv,  chronic  senile  arthritis,  chronic  traumatic  arthritis, 
chronic  infective  arthritis,  chronic  neuropathic  arthritis,  and 
chronic  gouty  arthritis. 
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No  sharp  lines  can  be  drawn  between  these  various  aetiological 
groups  so  far  as  their  morbid  anatomy  is  concerned,  for  in  differ- 
ent joints  of  the  same  patient  at  the  same  time  we  meet  vriih 
varieties  of  arthritis  that  differ  in  their  histological  characters. 

The  serous  and  purulent  varieties  of  arthritis  are  characterised 
by  free  exudation  into  the  joint,  and  form  a  class  in  contrast  to 
the  three  other  varieties,  in  which  there  is  no  sensible  increase  in 
the  amount  of  liquid  within  the  joint.  In  this  respect  chronic 
articular  inflammations  may  be  divided  into  two  chief  classes, 
the  exudative  and  the  dry  forms. 

Chronic  serous  arthritis  or  synovitis,  otherwise  called 
chronic  articular  dropsy  or  hydrarthi'os,  either  follows  upon  acute 
serous  synovitis,  especially  when  the  latter  is  recurrent,  or  begins 
insidiously  without  passing  through  an  acute  stage.  It  is  charac- 
terised by  the  accumulation  of  thin  synovial  liquid  within  the 
joint.  The  changes  in  the  capsule  and  in  the  cartilage  are  usually 
slight,  although  in  long-continued  cases  the  synovial  membrane 
may  be  thickened,  its  villous  folds  and  fringes  may  be  enlarged, 
and  the  cartilage  may  proliferate  and  become  fibrillated.  Fre- 
quently the  synovial  membrane  grows  over  the  margins  of  the 
articular  surfaces,  and  forms  thereon  a  sort  of  vascular  pannu%. 
HL'TER  describes  this  variety  of  articular  inflammation  as  smooth 
or  pannous  hyperplastic  synovitis. 

The  affection  appears  most  commonly  in  the  knee,  more  rarely 
in  the  shoulder,  the  hip,  and  the  elbow,  and  is  not  infrequently 
bilateral.  When  the  effusion  is  very  abundant,  the  knee-joint  is 
swollen,  the  patella  is  lifted,  and  the  bursae  under  the  extensor 
tendon,  on  both  sides  of  the  patella  and  in  the  popliteal  space, 
are  tightly  distended. 

The  cause  of  articular  dropsy  is  sometimes  traumatic,  the 
effusion  following  contusions,  sprains,  and  accidental  incarceration 
of  hypertrophic  synovial  folds  and  of  loose  bodies  within  the  joint. 
In  other  cases,  rheumatism  and  exposure  to  cold  are  given  as  the 
causes.  Very  slight  injuries  seem  sufficient  to  give  rise  to  in- 
creased secretion  of  synovial  liquid  in  persons  specially  predis- 
posed thereto.  Hernial  protrusions  of  the  synovial  membrane, 
appearing  externally  between  the  fibrous  bands  of  the  capsule, 
have  frequently  been  observed  to  contain  an  excessive  quantity  of 
liquid,  and  to  assume  considerable  proportions.  Such  herniae  are 
oftenest  met  with  in  the  knee,  wrist,  and  elbow-joint  (Billroth). 

Chronic  purulent  arthritis  is  usually  consecutive  to  acute 
inflammations  that  are  haeniatogenous,  traumatic,  or  due  to  exten- 
sion from  adjoining  parts ;  it  is  sometimes  however  associated 
with  other  chronic  affections  of  the  joint,  such  as  chronic  tuber- 
culosis. The  joint  in  these  cases  is  filled  with  pus,  and  the  capsular 
ligaments  and  synovial  membrane  are  infiltrated  and  covered  with 
fibrino-purulent  deposits.  Sooner  or  later  the  cartilage  becomes 
cloudy  and  fibrillated,  and  undergoes  carious  and  necrotic  disin- 
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tegration.  At  a  later  stage  the  neighbouring  bone-marrow  may 
suppurate,  and  so  give  rise  to  caries  and  necrosis  of  the  ends  of 
the  bones.  The  articular  capsule  also  is  apt  to  suppurate  at  vari- 
ous points,  and  abscesses  are  thus  formed  around  the  joint. 
Recovery  may  take  place,  with  formation  of  cicatricial  adhesions 
bet^reen  the  carious  ends  of  the  bones,  and  regenerative  osseous 
proliferation  from  the  periosteum  and  bone-marrow  ;  in  this  man- 
ner fibrous  and  bony  ankylosis  are  at  length  brought  about. 
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Synarthroses,  like  joints,  may  suppurate,  and  afterwards  be 
replaced  by  cicatricial  and  osseous  ankyloses. 

The  cause  of  the  suppuration  is  probably  always  of  the  nature 
of  microbio  infection.  Substances  which  induce  suppuration  by 
their  chemical  action  are  not  likely  to  gain  access  to  a  joint. 
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72.  Dry  chronic  ulcerative  arthritis  is  an  affection  whose 
essential  characters  are  fibrillation,  cleavage  (Fig.  162  Z),  and 
erosion  of  the  articular  cartilages.  The  fibrillation  is  often  accom- 
panied by  a  scanty  proliferation  of  the  cartilage-cells,  though  this 
feature  may  be  entirely  absent.  At  the  margins  of  the  articular 
surfaces  the  cartilage  often  disappears  entirely  as  such  (wi),  being 
converted  into  mucoid  or  connective  tissue  by  the  action  of  the 
proliferous  synovial  membrane.  In  far-advanced  cases  of  the 
disease  the  greater  part  of  the  articular  cartilage  is  destroyed, 
and  the  denuded  bone  often  ulcerates  to  a  considerable  extent. 
At  times  also  some  dissolution  of  the  cartilage  takes  place  from 
the  side  of  the  bone-marrow  (o),  but  this  feature  is  of  small  impor- 
tance in  comparison  with  the  other  changes.  Sclerotic  thickening 
of  the  capsule  (/),  and  enlargement  of  the  synovial  folds  and 
fringes  (^),  frequently  accompany  the  erosion  of.  the  cartilaee, 
and  sometimes  lead  to  fixation  of  the  affected  joint  TFig.  162)  by 
capsular  ankylosis.  On  the  other  hand,  the  tissue  oi  some  of  the 
ligaments  may  become  loosened  and  break  down.  Calcareous 
deposits  and  patches  of  amyloid  degeneration  make  their  appear- 
ance both  in  the  degenerate  cartilage  and  in  the  fibrous  tissue  of 
the  capsule  and  ligaments.  When  the  bone  is  denuded,  it  may 
become  sclerotic  and  eburnated  by  the  apposition  of  new  tra- 
beculae  derived  from  the  marrow. 

The  disease  appears  chiefly  in  old  age  as  a  senile  disorder  of 
nutrition,  and  has  accordingly  been  called  xnalun  aenllo;  but 
it  is  sometimes  a  neuropathic  disorder,  and  sometimes  a  sequel 
of  rheumatic  and  other  forms  of  inflammation.  Lastly,  the  like 
condition  arises  when  from  any  cause  a  joint  is  kept  fibced  in  one 
position  -,  in  this  case  the  articular  cartilage  undergoes  fibrillar 
and  granular  disintegration,  especially  at  those  points  which  are 
no  longer  subjected  to  the  normal  pressure  (Reyhbr,  Moll).  The 
synovial  membrane  grows  over  the  articular  surface  from  the 
periphery,  and  becomes  continuous  with  the  fibrillated  cartilage. 
When  a  joint  that  has  long  been  fixed  is  forcibly  flexed  or  extended, 
the  ligaments,  shortened  from  lack  of  their  normal  tension,  may 
rupture  (Volkmann),  and  the  synovial  outgrowths  over  the  bony 
surfaces  may  be  crushed,  with  the  result  that  haemorrhage  and 
inflammation  with  serous  effusion  ensue. 

As  regards  the  senile  form  of  the  disease,  the  hip- joint  is  that 
most  frequently  affected  (malum  coxae  senile)^  the  shoulder,  elbow, 
phalangeal  joints,  and  the  knee  (patella),  are  affected  next  in  order 
of  frequency.  In  tabes,  on  the  contrary,  the  knee,  the  shoulder, 
and  the  elbow- joint  are  the  usual  seats  of  disease.  Where  the 
articular  ends  of  the  bones  are  much  wasted,  the  capsule  becomes 
relatively  too  wide,  and  the  bones,  thus  allowed  abnormal  free- 
dom of  movement,  are  apt  to  become  displaced  (dislocation  from 
deformity). 

The  senile,  as  well  as  the  rheumatic  and  neuropathic  forms. 
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are  usually  associnted  with  atrophic  changes  in  the  bones,  and 
these  are  often  very  extensive.  Excessive  peripheral  resorption 
(Fig.  152  n)  and  consequent  attenuation  of  the  bones  near  a  joint, 
when  accompanied  by  thickening  of  tlie  capsular  ligaments,  give 
the  joint  itself  a  thick  and  nodose  appearance,  which  liaa  some- 
times caused  the  condition  to  be  attributed  to  arthritis  deformans. 
WheD  the^  atropliic  process  affects  the  bodies  of  the  vertebrae, 


(Rcrfuced  10  tvm-lhirdi  of  (A«  noturol  titt) 


causing  them  to  become  relatively  shallower  (Fig.  158),  the  result 
is  curvature  of  the  spine,  usually  kypliotic. 

73.  The  disease  of  tbe  joints  called  chronic  aitbzitiB  defor- 
mans  is  distinguished  from  other  forms  by  the  remarkable  hyper- 
plastic proliferation,  accompanied  by  degenerative  changes  in  the 
cartilages  and  bones,  that  takes  place  in  it.  The  hyper^asia  is 
indeed  so  abundant  as  to  give  a  special  character  to  tbe  aneotiojiu 
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The  changes  in  the  cartilages  consist  of  fibrillation  (Fig.  153 
<'ej)and  cleavage  or  splitting  (d)  of  the  superficial  layers ;  to  this 
i«  usually  supera*Uled  extensive  softening  (eej)  with  consequent 
formation  of  cavities  in  the  deeper  layers  next  the  bone.  Along 
with  these  degenerative  processes  free  hyperplastic  proliferation 
(i)  takes  place,  and  often  leads  to  considerable  nodose  thickening 
of  tiie  cartilage. 
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The  deeply-situated  cavities  due  to  softening  are  sooner  or 
lat«r  lined  with  vascular  medullary  tissue  (ffg{)  growing  up  from 
the  bone.  The  substance  of  the  cartilage  itself  is  often  directly 
permeated  by  the  growing  marrow.  When  the  deeper  layers  of 
the  cartilage  are  thus  traversed  in  all  directions  by  medullary 
spaces,  the  remaining  islands  and  bridges  between  these  are  gen- 
erally converted  into  osteoid  tissue  (A)  and  ultimately  into  calci- 
fied bone.  Occasionally,  proliferous  outgrowths  of  cartilage  are 
produced  once  more  in  the  osteoid  trabeculae,  and  form  nodular 
excrescences  that  project  into  the  medullary  spaces. 
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While  these  changes  are  going  on  in  the  cartilage,  the  tissues 
of  the  capsule  also  become  proliferous:  the  capsule  and  the  syno- 
vial membrane  are  thereby  thickened;  and  the  synovial  folds  and 
villous  fringes  (Fig.  154)  increase  and  multiply,  projecting  more 
and  more  into  the  articular  cavity  until  at  length  the  internal 
surface  of  the  synovial  membiune  becomes  entirely  covered  with 
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villi.  When  fat  la  later  on  deposited  in  the  synovial  folds  and 
fringes,  the  result  is  a  condition  known  as  arbMreseent  lipoma 
(Fig.  154).  At  times,  cartilaginous  masses  from  the  size  of  a 
pea  to  that  of  a  hazel-nut  are  formed  in  the  membrane,  and 
especially  in  its  villi ;  and  some  of  these  masses  undergo  ossifica- 
tion. When  they  become  detached  from  their  base  they  become 
loose  or  movable  bodies  within  the  joint  (Art.  77). 

The  changes  in  the  bones  are  for  the  most  part  retrogressive, 
and  are  chiefly  of  the  nature  of  resorption  (Fig.  153  l};  tney  lead 
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to  lacunar  atrophy  of  the  osseous  trabeculae,  and  sometimes  entire 
lamellae  are  destroyed  (Fig.  165  g  o),  so  that  the  bone  gives  way 
at  the  affected  part  (A;).  The  new  osteoid  tissue  formed  from 
the  cartilage  (Fig.  153  h')  often  undergoes  disintegration  and 
softening,  and  cavities  are  thus  formed  within  it. 

The   subchondral  marrow  (Fig.  153  ft)  frequently  loses  the  ■ 
greater  part  of  its  fat,  and  is  converted  into  the  gelatinous  or  lym- 
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phoid  variety.  When  the  local  atrophy  of  the  bone  is  complete, 
patches  of  gelatinous  connective  tissue  devoid  of  osseous  tral)e- 
culae  are  formed :  in  other  instances  dissolution  and  liquefaction 
of  .the  bone-marrow  takes  place,  and  cysts  are  accordingly  pro- 
duced. At  a  later  stage,  the  tissue  adjacent  to  the  cysts  becomes 
more  or  less  condensed,  and  sometimes  a  number  of  osseous  tra- 
beculae  are  developed  in  it  by  a  kind  of  metaplasia. 

The  manifold  changes  already  described  as  taking  place  in  the 
ends  of  the  bones  and  in  the  joint-capsules  lead,  in  the  course  of 
years,  to  very  marked  deformities  of  the  joints.  If  the  disease 
extends  to  the  diaphysis  of  a  long  bone,  deformities  may  also  be 
produced  in  parts  remote  from  the  joint  (Art.  50). 

Proliferation  of  the  cartilage,  with  subsequent  ossification, 
occurs  mainly  at  the  periphery  of  the  articular  head  and  of  the 
articular  cavity.  In  the  former  situation  it  gives  rise  to  tuberous 
excrescences  (Fig.  155,  tij,  Fig.  156  <?,  and  Fig.  157  c);  it  causes 
the  socket  or  acetabulum  to  be  wholly  or  partially  encircled  with  a 
ridge  by  which  the  cavity  is  often  notably  enlarged  and  deepened 
(Fig.  155  A).  Occasionally  some  of  the  tuberosities,  composed 
of  cartilage  and  bone,  break  off  and  form  loose  bodies  within  the 
joint. 

The  central  parts  of  the  articular  head  that  are  most  subjected 
to  pressure  and  friction  are  usually  flattened  (Fig.  156);  while 
the  articular  socket,  on  the  other  hand,  becomes  wider. 

All  of  these  changes  take  place  whether  the  articular  cartilage 
is  preserved  or  not,  and,  in  the  former  case,  depend  upon  a  sub- 
chondral atrophy  of  the  bone  (Fig.  155  ^),  as  a  result  of  which 
the  cartilage  (A)  is  undermined  and  collapses.  If  the  cartilage 
becomes  fibrillated  and  destroyed,  the  underlying  bone  is  of  course 
exposed,  and  in  particular  those  parts  of  it  that  have  been  newly 
formed  by  subchondral  ossification.  Such  bone  is  often  very 
dense,  and  in  places  has  the  compact  texture  and  appearance  of 
ivory.  If  the  affected  limb  continues  to  be  movable,  the  hard 
bony  surface  of  the  articular  head,  as  a  result  of  constant  move- 
ment, is  often  polished  smooth ;  or  if  the  movements  take  place 
in  one  plane  only,  it  is  marked  with  parallel  grooves.  The  ace- 
tabular cavity  in  that  case  is  correspondingly  polished  or  grooved, 
and  the  surfaces  are  said  to  be  ebumated. 

Subchondral  cysts,  due  to  softening,  come  to  the  surface  as 
the  superficial  layers  are  eroded,  and  appear  as  more  or  less  exten- 
sive depressions  or  excavations  (Figs.  155  o  and  157  a).  The 
portions  of  the  bone  that  are  denuded  of  cartilage  may  be  covered 
over  by  extensions  of  the  synovial  membrane  (Fig.  155  m  tWj); 
but  the  covering  is  absent  in  parts  exposed  to  special  friction  as 
the  joint  is  moved.  Apposition  of  bone  from  the  marrow  may 
take  place  upon  the  parts  thus  left  exposed. 

Both  hyi^rplasia  and  atrophy  are  often  so  considerable  that 
the  resulting  deformity  of  the  articular  ends  of  the  bones  is 
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extremely  great.  Thus,  the  head  of  the  femur  may  completely 
disappear;  and  if  new  bone  is  being  actively  formed  at  the  peri- 
pheral parts,  while  resorption  is  proceeding  in  the  interior,  an 
entirely  new  head  may  be  formed,  which  is  attached  to  the  shaft 
with  little  or  nothing  of  a  neck  intervening.  More  frequently 
still,  a  marked  flattening  and  broadening  of  the  head  and  neck 
of  the  femur  take  place  (Fig.  156).  In  rare  cases  the  head 
becomes  almost  conical,  the  apex  of  the  cone  corresponding  to  the 
insertion  of  the  ligamentum  teres. 

It  is  not  possible  to  describe  all  the  varieties  of  articular 
deformity  that  are  met  with  in  arthritis  deformans ;  but  from 
what  has  been  said  we  can  without  much  difficulty  form  some 
conception  of  the  kind  of  changes  that  may  take  place.  The  one 
common  feature  is  that  they  are  all  produced  by  bone-resorption 
on  the  one  hand,  and  bone-apposition  on  the  other.  The  result- 
ant effect  of  the  entire  process  in  a  given  case  depends  upon  which 
of  these  predominates. 

Owing  to  the  alteration  in  the  shape  of  the  articular  ends  of 
the  bones,  the  mobility  of  the  joint  becomes  more  and  more  im- 
paired. In  the  shoulder  and  hip-joint,  for  example,  the  possible 
movements  may  be  limited  to  a  single  plane,  and  finally  be  abol- 
ished altogether,  so  that  what  we  have  called  ankylosis  from 
deformity  is  the  result. 

The  joint  thus  fixed  assumes  very  different  positions  in  differ- 
ent cases :  some  of  the  fingers,  for  example,  are  flexed,  others 
over-extended,  and  others  again  exhibit  more  or  less  lateral 
deviation.  This  variety  of  position  is  favoured  by  the  varia- 
ble amount  of  thickening  present  in  the  capsule  and  the  synovial 
membrane. 

The  deformity  of  the  articular  surfaces  occasionally  gives  rise 
to  mutual  displacements  of  the  bones,  a  condition  described  as 
dislocation  from  deformity. 

Arthritis  deformans  is  commonest  in  the  hip-joint  and  knee 
(Figs.  156  and  157),  but  it  may  affect  any  of  the  articulations, 
and  is  not  rare  in  the  shoulder  and  elbow-joint.     The  affection 
may  also  appear  in  the  synarthroses,  and  particularly  in  those  of 
the  vertebral  column,  when  it  is  called  spondylitis  defonnans 
(Fig.  158).     As  periosteal  proliferation  (6)  with  subsequent  ossi- 
fication takes  place  in  this  situation,  the  vertebrae  at  length  be- 
come firmly  and  immovably  united  together  by  osseous  bridges ; 
these  are  formed  chiefly  on  the  anterior  aspect  of  the  column.     If 
meanwhile  resorption  is  in  progress  within  the  bodies  of  the  ver- 
tebrae and  gives  rise  to  inequalities  in  their  vertical  dimensions 
(a  <?),  pronounced  curvature  of  the  spine  is  the  result.     As  a  rule 
the  trunk  is  thereby  bent  forwards  into  a  position  of  extreme 
kyphosis. 

Arthritis  deformans  may  be  either  a  uniarticular  or  a  multi- 
articular affection.     The  uniarticular  variety  appears  to  arise  spon- 
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taneously,  or  follows  a  single  tmuinatic  lesion  (such  as  fracture  of 
the  joint)  or  a  recurrent  injury,  as  well  as  certain  infective  inflam- 
mations.  It  attacks  both  the  larger  and  the  smaller  joints,  but 
more  frequently  the  former.     On  tiie  other  hand,  the  multiartic- 
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ular  variety  most  commonly  affects  the  inter-phalai^al  joints, 
and  but  rarely  the  larger  ones.  It  is  usually  a  senile  aifection,  or 
is  dependent  on  disease  of  the  nervous  system. 
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At  the  outset,  in  the  multiarticular  variety,  the  changes  in- 
duced correspond  with  those  observed  in  dry  chronic  arthritis  or 
malum  %enile  (Fig.  152).  The  later  anatomical  changes,  how- 
ever, are  such  that  no  difficulty  need  be  felt  in  classing  the  disease 
under  the  head  of  arthritis  deformans.  It  usually  continues 
throughout  to  be  limited  to  the  smaller  joints,  although  at  times 
it  extends  also  to  the  larger  ones. 

From  the  contraction  of  the  joint-capsule,  and  the  often  ex- 
treme deformity  of  the  articular  surfaces,  the  finger-joints  are 
fixed  in  the  most  varied  positions,  flexed,  over-extended,  distorted 
sideways,  and  so  on.  The  heads  of  the  bones  are  fringed  with 
marginal  exostoses  and  often  considerably  thickened  (nodular 
polyarthritis),  so  that  the  joints  closely  resemble  in  external  ap- 
pearance those  of  the  hands  in  chronic  gout. 

74.  Chronic  ankylosing  arthritis  {arthritis  ankylopoetica^  is 
characterised  chiefly  by  vascularisation  and  fibrous  metamorphosis 
of  the  articular  cartilage,  and  by  coherence  of  the  opposed  carti- 
laginous surfaces. 

These  changes  may  appear  first  in  a  single  joint  and  are  then 
either  the  result  of  antecedent  acute  exudative  inflammation,  or 
the  final  stage  of  certain  chronic  destructive  inflammatory  pro- 
cesses, chiefly  those  originating  in  tuberculous  infection  (Art.  76). 
They  constitute  the  most  important  anatomical  feature  of  the  dis- 
ease called  chronic  rheunatic  polyarthritis,  or  arthritis  pan- 
perum.  This  is  an  affection  that  either  follows  upon  an  attack  of 
acute  articular  rheumatism,  or  commences  insidiously  and  lasts 
many  years,  indeed  throughout  the  rest  of  the  patient's  life.  It 
involves  various  joints  in  succession,  and  in  rare  cases  all  the 
joints  of  the  body,  causing  the  bones  one  after  the  other  to  become 
immovable  from  ankylosis. 

At  a  stage  when  the  changes  in  a  joint  are  not  far  advanced, 
the  synovial  membrane  appears  rather  more  injected  than  usual, 
and  its  fringes  and  villi  are  perhaps  somewhat  enlarged  :  the  sur- 
face of  the  cartilage  is  rough,  fibrillated,  and  often  converted  into 
a  tough  felted  mass ;  here  and  there  adhesions  have  already  formed 
between  the  adjacent  cartilaginous  surfaces,  and  the  fibrous  carti- 
lage is  traversed  by  a  few  blood-vessels.  While  the  superficial 
changes  are  proceeding  medullary  spaces  are  being  formed  in  the 
deeper  layers  of  the  cartilage  by  means  of  outgrowths  from  the 
medullary  spaces  of  the  underlying  bone,  the  new  marrow  being 
distinguished  by  its  great  vascularity.  The  cartilage  lying  between 
the  new  meduUary  spaces  is  in  places  converted  into  osteoid  or  into 
osseous  tissue. 

These  changes  resemble  in  many  respects  those  characteristic 
of  arthritis  deformans,  with  the  important  differences  that  the 
cartilage  proliferates  but  little,  and  that  the  changes  in  its  surface 
layers  are  less  of  the  nature  of  disintegration  than  of  fibrous  meta- 
plasia. 
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Some  of  the  blood-vessels  supplying  the  cartilage  in  process 
of  fibrillation  come  from  the  synovial  membrane,  and  grow  over 
the  articular  surface  from  its  periphery  or  from  synovial  villi 
adherent  to  the  cartilage ;  others  spring  from  the  subchondral 
bone-marrow,  and  penetrate  the  cartilage  from  below.  Once  the 
cartilage  is  here  and  there  channelled  by  medullary  spaces  con- 
taining vessels,  the  fibrous  metaplasia  of  its  superficial  layers  and 
the  cohesion  of  the  opposed  surfaces  make  rapid  progress,  l>eiug 
actively  reinforced  by  the  uew  vessels  growing  into  it  from  abo™ 
and  below. 

The  ultimate  result  of  all  these  changes  is  fibrous  ankylosis  of 
the  joint,  which  becomes  firmer  as  the  cohesions  become   more 
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extensive.  At  first  the  joint-cavity  is  traversed  only  by  one  or 
two  vascular  bands :  later  on  the  original  cavity  is  reduced  to  a 
few  small  loculi  containing  sj'novial  liquid  (Fig.  1.59  i).  and  the 
parts  of  the  cartilages  (fh)  that  have  been  converted  into  fibrous 
tissue  are  fused  into  one  compact  mass.  How  much  of  the  car- 
tilage (g  j7j)  still  remains  untransformed  naturally  depends  upon 
the  stage  the  process  has  reached.  In  the  course  of  months  and 
years  tlie  entire  cartilage  may  perish  in  successive  portions,  being 
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converted  into  fibrous  tissue  either  directly  or  through  an  inter- 
mediate fibrillated  stage  (A). 

In  cases  of  far-advanced  disease  the  situation  of  the  original 
joint-cavity  is  indicated  merely  by  a  layer  of  fibrous  tissue;  in 
still  later  stages  even  this  disappears  and  makes  way  for  a  tissue 
differing  very  slightly,  if  at  all,  from  the  marrow  of  cancellous 
bone. 

Even  in  the  early  stages  of  the  process,  production  of  bone 
witliin  the  cartilage  (c  c^)  may  be  associated  with  the  fibrous 
metaplasia  and  the  formation  of  medullary  spaces.  It  commences 
in  the  strata  of  the  cartilage  next  the  bone  and  extends  by  degrees 
to  the  articular  cavity.  After  fibrous  ankylosis  is  established  the 
ossification  extends  into  the  fibrous  connexions,  and  the  articular 
ends  of  the  bones  are  thus  at  length  united  by  osseous  tissue. 
At  the  same  time,  or  perhaps  a  little  later,  fat  is  deposited  in  the 
new-formed  medullary  tissue  that  is  henceforth  to  fulfil  the  func- 
tion of  ordinary  bone-marrow,  and  so  it  becomes  identical  in  char- 
acter with  the  rest  of  the  yellow  marrow.  Cases  are  met  with  in 
which,  by  these  changes,  the  joint  is  so  completely  replaced  by 
continuous  bone  that  the  former  situation  of  the  joint-cavity  can 
scarcely  be  traced. 


Iteferefiees  on  Chronic  Dry  Ulcerative  Arthritis^  Arthritis 
Deformans^  and  Ankylosing  Arthritis. 

Arbuthnot-Lane  :  Causation  and  pathology  of  so-called  rheumatoid  arthritis 

and  of  senile  changes  Trans.  Path.  Sw\  xxxvii  London  1886 
Blezingkr  :  Spondylitis  deformans  Inaug.  Diss.  Tubingen  1864 
Braun:  Beitr,  z,  Kenntn,  d.  Spondylitis  deformans  Hanover  1875 
Canton  :  Chronic  arthritis  Trans.  Path.  Soc.  xii,  xiii  London  1860-62 
Charcot:  Le^.  din.  sur  les  malad.  des  vieillards  Paris  1866;  Maladies  des  vieil- 

lardsy  goutte  et  rhumatisme :  Oeuvres  completes  vii  Paris  1890 
Drachm  ANN:  Nordiskt  med.  Arkiv  v  1873  (abstract  in  Virchovc's  Jahresher. 

1873) 
EcKER :  Erosion  and  destruction  of  articular  cartilages  A .  /.  physiol.  Heilk. 

1843 
GiES:  Experimental  researches  D.  Z.  f.  Chir.  xvi  1882 
GuRLT :  Beitr.  zur  path.  A  nat.  d.  Gelenkkrankheiten  Berlin  1853 
HiTziG  :  Arthritis  deformans  Berl.  klin.  Woch   1872 
Hl'TER  :  Klinik  d.  Gelenkkrankheiten  Berlin  1877 
Samaran  :  Changes  in  cartilage  in  chron.  rheumatism  and  arthritis  deformans 

Inaug.  Diss.  Berlin  1878 
ScHOMANN :  Das  Malum  coxae  senile  Jena  1851 
Schuller:    Pathologie  d.  GelenkentzUndunqen  Vienna  1887;    Art.  Arthritis 

Eulenburg's  Realencyklop.  2nd  edition ;  Chronic  rheumatic  arthritis  Langen- 

heck's  Arch.  XLV  1892,  Berl.  klin.  Woch.  1893 
Senator  :  Ziemssen's  Cyclop,  xvi  New  York  1880 
ViRCHOW :  V.A.4  1852  and  47  1869 

Volkmann  :  Pitha  and  BillrotK's  Handh.  d.  Chir.  ii  Erlangen  1872 
WiLKS :  Rheumatic  arthritis  Trans.  Path.  Soc.  Loudon  1858,  and  Guy's  Hosp. 

Reports  rv  London  1858 
WxBKB,  O.:  Cluuiges  in  cartilage  7.  il.  13  1858 


278  INFLAMMATIONS  OF  JOINTS  [CHAP.  XXIll 

Weichselbaum  :   V,  A.  65  1872,  Wien,  Sitzungsber,  Lxxv  1877 
Werxhbr  :  Beitr.  z.  Kenntn.  d,  Krankh.  d,  Hufigelenkes  Giessen  1847 
Ziegler:  Subchondral  changes  in  arthritis  deformans  V.  A.  70  1877 

References  on  Changes  in  the  Joints  after  Long  Immobility, 

HL'TER :  Klinik  d.  Gelenkkrankheiten  Leipzig  1877 

Menzel:  Langenbeck^s  Arch,  xii 

Moll  :  Unters,  iib.  d,  anat,  Zustand  d.  Gelenke  hei  andauemder  Immobilisaticm 

Berlin  1885 
Rbyher  :  D.  Z.  f.  Chir.  in  1873 
VoLKMAKN :  Hydrarthros  Berl.  klin.  Woch.  1870 

75.  From  what  has  been  stated  in  Arts.  71  and  74,  it  will  be 
understood  that  for  no  one  of  the  several  anatomical  types  of 
arthritis  is  there  any  single  and  uniform  mode  of  causation :  a 
given  type  may  be  produced  by  various  causes,  and  a  single  cause 
may  give  rise  to  a  number  of  different  types  of  chronic  arthritis. 

Senile  arthritis,  as  a  rule,  takes  the  form  of  chronic  dry  ulcer- 
ative arthritis ;  but  it  sometimes  leads  to  changes  that  pertain  to 
and  are  characteristic  of  arthritis  deformans.  The  latter  is  met 
with  chiefly  in  cases  where  the  aflPection  is  multiarticular  and 
extends  over  a  large  portion  or  the  whole  of  the  skeleton.  The 
disease  has  the  appearance  not  so  much  of  an  inflammation  as  of 
a  disorder  of  nutrition. 

Traumatic  arthritis,  in  no  way  complicated  by  infection,  may 
assume  any  of  the  forms  we  have  described ;  it  usually,  however, 
takes  that  of  chronic  serous  synovitis  or  of  arthritis  deformans. 
Erosions  are  most  apt  to  occur  when  the  injury  is  due  to  continu- 
ous pressure,  and  when  the  limb  is  kept  in  an  abnormal  position. 
Adhesions  form  after  wounds  of  a  joint  with  eflPusion  of  blood 
into  it,  and  after  reduction  of  dislocations ;  arthritis  deformans, 
on  the  other  hand,  follows  upon  fracture  of  the  joint,  and  upon 
unreduced  dislocation. 

Infective  arthritis,  other  than  that  due  to  tuberculosis,  begins 
as  serous  or  purulent  synovitis,  and  this  may  be  followed  by  all  or 
any  of  the  above-named  anatomical  changes.  Arthritis  deformans 
is  most  likely  to  result  when  the  inflammation  at  no  time  takes  on 
an  ulcerative  character.  Fibrous  metaplasia  of  the  cartilage,  and 
fibrous  or  osseous  ankylosis  of  the  joint,  are  generally  associated 
with  ulcerative  destruction  of  cartilage,  bone,  and  capsular  tissue; 
these  changes  may  however  take  place  after  slight  and  at  no  time 
destructive  "  rheumatic  "  inflammation.  In  the  former  case  the 
changes  are  in  their  way  reparative,  and  run  a  course  that  sooner 
or  later  reaches  its  end.  The  articular  affection  called  chronic 
rheumatic  polyarthritis  is,  on  the  contrary,  a  progressive  disease, 
and  the  changes  in  the  joints  continue  to  advance  till  the  end  of 
life.  It  almost  entirely  coincides  with  the  form  whose  morbid 
anatomy  is  indicated  by  the  term  chronic  ankylosing  arthritis,  al- 
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though  changes  sometimes  occur  in  this  afFection  which  appertain, 
from  the  anatomical  point  of  view,  to  arthritis  deformans. 

Spinal  and  naarogenoos  artbropathlos  are  observed  chiefly 
in  connexion  with  tabes  dorsalis,  syriiigomyeha,  degeneration  of 


{From  Lamckksadx) 


the  anterior  homB  of  grey  matter,  degeneration  from  compression 
or  crashing  of  the  spinal  cord,  and  section  of  nerves. 

In  tabes,  arthropathies  are  prone  to  arise  in  the  knee,  the 
Bhonlder,  tad  elbow,  more  rarely  in  the  hand,  foot,  and  finger- 
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joints.  These  neuropathic  forms  are  characterised  by  rapid  de- 
struction of  the  articular  ends  of  the  bones,  and  by  thickening 
and  ulcerative  destruction  of  the  synovial  membrane  and  articular 
ligaments.  Serous  effusion  into  the  joint,  swelling  of  the  sur« 
rounding  tissue,  and  sudden  spontaneous  dislocation,  may  accom- 
pany the  other  changes.  How  far  these  conditions  are  due  to 
nervous  influence,  how  far  to  mechanical  injury,  and  how  far  to 
disorders  of  the  circulation,  are  questions  that  still  await  an 
answer. 

Gk>aty  arthritiB  is  due  to  a  constitutional  disease  that  is 
usually  inherited.  The  articular  affection  commences  with  the 
effusion  of  a  clear  liquid  (Garrod)  into  the  structures  compos- 
ing the  joint,  and  from  this  crystalline  deposits  are  precipitated 
(Fig.  144).  The  crystals  consist  of  sodium  urate,  sodium  chlo- 
ride, calcium  carbonate  and  phosphate,  hippuric  acid,  and  com- 
pounds of  uric  acid  with  calcium,  magnesium,  and  ammonium. 
They  form  white  chalky  or  mortar-like  masses,  and  are  usually 
found  in  the  matrix  of  the  articular  cartilage  and  in  the  tissue  of 
the  ligaments.  After  long  continuance  of  the  process  they  are 
also  discoverable  in  the  periosteum,  in  the  bones,  and  in  the 
tissues  surrounding  the  joint,  particularly  in  the  adjacent  tendons, 
bursae,  etc. 

The  deposition  usually  takes  place  paroxysmally,  and  leads  to 
severe  reactive  inflammation  of  the  affected  tissues,  which  is  at 
first  manifested  by  hyperaemia  and  oedematous  swelling  of  the 
fibrous  tissues  of  and  about  the  joint,  and  of  the  overlying  skin. 
Frequent  recurrence  of  such  attacks  results  in  fibrillation  and 
erosion  of  the  cartilage,  proliferation  of  the  periosteum  accom- 
panied by  ossification,  thickening  of  the  synovial  membrane,  and 
permanent  swelling  of  the  tissue  round  the  joint.  This  thickening 
and  swelling  produces  the  nodular  masses  known  as  tophi  or 
gouty  nodes,  which  enclose  chalky  deposits  (Fig.  160^.  In 
far-advanced  cases  extensive  erosions  of  cartilage  and  bone  oc- 
cur in  the  encrusted  articular  ends  of  the  bones;  and  around 
the  deposits  in  the  adjacent  structures  the  tissue  inflames,  pro- 
liferates, and  ultimately  softens  and  breaks  down.  In  this  way 
are  formed  abscess-like  cavities  filled  with  uratic  concretions  and 
pus,  and  these  at  length  rupture  externally.  The  disease  in  this 
form  is  most  apt  to  appear  in  the  smaller  joints  of  the  hands  and 
feet,  but  it  may  attack  any  other  joint. 
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CHAPTER  XXIV 


TUBERCULOSIS  AND  SYPHILIS  OF  JOINTS 

76.  Articnlar  tnbercnlosis  appears  both  as  a  primary  and  as 
a  secondary  aflPection.  In  the  former  case  the  process  may  com- 
mence in  any  portion  of  the  synovial  membrane;  in  the  latter  it  is 
an  extension  of  tuberculous  disease  of  the  bones  or  bursae  adjacent 
to  the  joint.  The  tuberculous  foci  situated  in  the  marrow  or  peri- 
osteum of  the  articular  ends  of  the  bones  infect  the  joint  either  by 
continuous  extension  through  the  intervening  tissues,  or  by  the 
transport  of  bacilli  through  the  lymph-channels. 

When  the  synovial  membrane  is  infected  at  .any  one  point,  and 
the  tubercle-bacilli  develope  and  multiply,  the  infection  is  usuallv 
disseminated  within  the  joint,  and  grey  tubercles  appear  at  dif- 
ferent places  on  the  membrane.  The  tubercles  become  more 
numerous  as  time  goes  on,  and  finally  the  membrane  is  studded 
over  with  them.  They  are  rarely  aggregated  into  caseous  or  fibre- 
caseous  nodes  of  any  great  size. 

When  the  tubercles  are  isolated,  as  in  general  miliary  tuber- 
culosis (Konig),  the  rest  of  the  synovial  tissue  may  undergo  no 
perceptible  change.  Where  the  tubercles  are  more  abundantly 
developed,  hyperaemia,  diffuse  inflammatory  changes,  prolifera- 
tion, and  exudation  are  induced.  The  synovial  tissue  is  accord- 
ingly reddened,  swollen,  and  moderately  infiltrated  with  cells  ;  or 
more  or  less  extensively  converted  into  soft  greyish-red  granulo- 
matous tissue,  beset  with  grey  or  whitish  tubercles  (fungoiis  or 
grannlar  arthritis).  The  joint-cavity  contains  an  effusion  that 
is  serous  (hydrops  tuber cuIosub)^  sero-fibrinous,  slightly  turbid 
with  pus,  fibrino-purulent,  or  simply  purulent  (tuberculous  empy- 
ema of  the  joint).  Purulent  effusion  is  most  common  when  the 
synovial  tissue  is  partly  converted  into  granulomatous  tissue. 
The  deposits  of  fibrin  take  the  form  of  shreds  and  films  overlying 
the  granulations.  Sometimes  the  joint  contains  rice-like  or 
melon-seed  bodies,  formed  from  clots  of  fibrin  or  detached  frag- 
ments of  tissue  (Art.  77). 

The  tuberculous  granulomatous  tissue  may  extend  from  the 
periphery  towards  the  cartilage,  and  grow  over  it  for  a  certain 
distance  (Fig.  161  t).  Whenever  the  granulation-tissue  con- 
tinues for  a  time  in  contact  with  the  cartilage,  the  latter  is 
destroyed,  the  granulation-cells  dissolving  its  matrix  and  pene- 
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tr&ting  into  the  cell-capsules  (g  A).    Resorption  of  the  unJerlying 
bone  ((f  /;)  usually  accompanies  the  dissolutiou  of  the  cartilage. 

Frequently  the  granulations  grow  from  the  periphery  into  the 
interior  of  the  articular  cartilage,  and  thus  separate  its  super- 
ficial layers  from  the  deeper  onea.  They  also  extend  into  the 
subchondral  bone-marrow,  and  press  against  the  encrusting  carti- 
lage from  this  side.  If  they  here  attain  to  considerable  dimen- 
sions, as  when  the  subchondral  tissue  is  from  the  outaet  the  seat 
of  tuberculous  granulation,  the  cartilage  is  apt  to  be  broken 
through  from  below,  and  so  to  become  separated  from  the  bone. 


(Stellon  through  tht 
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Side  by  side  with  the  formation  of  tuberculous  granulations, 
*  there  is  usually  a  certain  amount  of  non-tuberculouB  proliferation 
of  the  synovia!  membrane  and  often  of  the  bone-marrow  also ; 
this  is  probably  a  result  of  the  accompanying  inflammation.  In 
the  synovial  membrane  the  proliferation  leads  to  the  formation 
of  new  papillomatous  villi.  In  general,  however,  the  only  result 
is  that   the   synovial  membrane  becomes  thickened,  and  grows 
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over  the  articular  surface  from  its  margin  in  the  form  of  loose 
gelatinous  or  dropaical  Abrous  tissue,  more  or  less  completely  vas- 
cularised  (Fig.  Iti2  d).  This  finally  covers  over  the  whole  carti- 
lage, whose  superficial  layers,  thus  subjected  to  entirely  new 
conditions,  are  converted  into  mucoid  (ft  6j)  and  soft  connective 
tissue.  Vessels  also  sometimes  grow  into  the  substance  of  the 
cartilage,  and  directly  transform  it  in  places  into  mucoid  tissue. 

The  proliferous  bone-marrow  usually  forms  a  mere  reddened 
zone  or  seam  beneath  the  cartilage,  though  the  process  occasion- 
ally extends  to  the  deeper  layers  of  the  marrow.  The  marrow 
loses  its  fat,  and  is  converted  either  into  gelatinous  or  into  lym- 
phoid marrow.     If  the  condition  persists  for  a  time,  more  or  less 


{The  articular  earlilnge  ii  covered  over  ailh  fibrou*  litnieandlraiv^ormtdb]fm^^>Uuia 
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extensive  resorption  of  the  bone  (Fig.  161  d  i)  takes  place,  the 
cartilage  becoming  permeated  by  medullary  spaces. 

While  the  above-described  processes  are  in  progress  within 
the  joint,  the  surrounding  soft  parts  are  the  seat  of  oedematous 
swelling :  the  fibrous  structures  become  more  and  more  brawny 
and  coarsely  fascicular,  and  the  .skin  appears  pale,  smooth,  and 
glistening  (tnmor  albas  or  whits  swaUing).  Sooner  or  later 
foci  of  granulation  develope  in  the  ]>arts  about  the  joint,  and 
presently  caseous  nodes  and  cold  tabercolons  abscasseB  are 
produced.  These  often  rupture  externally  and  lead  to  tlie  forma- 
tion of  fistulous  tracks  or  sinnses.  the  walla  of  which  are  com- 
posed of  tuberculous  granulations  and  of  brawny  fibrous  tissue. 
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Such  sinuses  are  usually  due  to  the  external  rupture  of  tubercu- 
lous foci  in  bones  or  joints;  they  may  however  arise  independently 
(rem  lymphangitic  granulomatous  nodes. 

Tuberculous  arthritis  affects  both  the  large  and  the  small 
articulations,  and  is  one  of  the  commonest  of  joint-affections. 

Id  the  large  joints  of  the  limbs  (Fig.  163),  when  the  disease 
has  lasted  long  enough,  not  only  the  entire  cartilage  but  also 
parts  of  the  capsule  and  of  the  adjacent  bone  (6  c)  may  have  dis- 
appeared :  the  head  of  the  bone  maj  be  more  or  less  destroy  ed, 
the  acetabular  socket  (a)  widened  out,  and  the  bone  in  its  neigh 
bourhood  (&  c)  carious  and  eroded,  buch  changes  occasionally 
lead  to  spontaneous  displacement  of  the  articulating  bones,  which 
is  described  as  dislocation  from  canes 
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The  condition  of  tuberculous  caries  is  sometimes  clinically 
described  as  arthrocaca. 

Syphilitic  alfectlonB  of  the  joints  make  their  appearance 
either  at  the  time  of  the  secondary  eruptive  stage  or  in  the 
tertiary  stage  of  the  disease.  In  the  secondary  stage  the  affec- 
tion ta^es  the  form  of  serous  synovitis,  resembling  that  associated 
with  acute  articular  rheumatism.  In  rare  cases  a  like  effusion 
takes  place  even  in  the  later  st^es;  but  as  a  rule  the  tertiary 
syphilitic  arthropathies  are  of  a  chronic  kind,  and  are  characterised 
by  the  formation  of  gummatous  nodes  and  thickenings  in  the  cap- 
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sule,  proliferation  of  the  sjrnovial  membrane,  and  fibrillation  and 
erosion  of  the  cartilage.      Syphilitic  arthritis  may  appear  as  a 
primary  affection  of  the  joint,  or  may  be  due  to  the  extension  into 
it  of  specific  inflammation  from  the  periosteum  or  bone-marrow. 
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CHAPTER  XXV 


LOOSE  BODIES  IN  THE  JOINTS 


77.  In  the  foregoing  paragraphs  we  have  already  more  than 
once  referred  to  loose  bodies  within  the  joints,  arising  as  the 
Kresult  of  traumatic  injury  or  of  inflammatory  processes  and  tuber- 
culous aflPections.  In  clinical  descriptions  they  are  sometimes 
Inferred  to  generally  as  "  loose  cartilages,"  or  mures  articuli. 

The  following  classification  of  these  bodies  may  be  made,  ac- 
cording to  their  histological  structure  :  (1)  Foreign  bodies  which 
liave  penetrated  from  without ;  (2)  bodies  composed  of  cartilage ; 
^3)  bodies  composed  of  bone,  or  of  cartilage  and  bone ;  (4)  bodies 
<;omi>osed  of  fatty  tissue ;  (5)  bodies  composed  of  fibrous  tissue ; 
^6)  bodies  composed  of  fibrin.  Any  of  these  forms,  not  originally 
composed  of  bone,  may  undergo  calcification. 

They  may  arise  (1)  from  the  detachment  of  fragments  of  nor- 
mal cartilage  or  bone;  (2)  from  the  detachment  of  overgrown 
synovial  vilU  that  have  become  cartilaginous,  fibrous,  or  lipomatous ; 
(3)  from  flakes  of  cartilage  or  bone  formed  upon  the  inner  surface 
of  the  capsular  ligament,  or  formed  outside  the  joint  and  then 
invaginated  (Laennec)  ;  (4)  from  the  detachment  of  hyperplastic 
outgrowths  from  the  cartilage ;  (5)  from  the  exfoliation  of  frag- 
ments of  necrotic  tissue,  as  in  tuberculosis  (Neumann,  Schuch- 
ARDT,  Goldmann);  (6)  from  deposits  of  fibrin  in  cases  of  haemo- 
rrhagic  or  fibrinous  effusion ;  (7)  from  foreign  bodies  forced  into 
the  joint.  The  most  important  are  those  resulting  from  the  sepa- 
ration of  hyperplastic  excrescences,  as  in  arthritis  deformans. 
These,  as  a  rule,  are  composed  of  cartilage,  produced  by  prolifera- 
tion of  the  cartilaginous  nodules  normally  existing  in  the  synovial 
folds  and  in  the  walls  of  the  capsule.  They  vary  in  size  from 
that  of  a  millet-seed  to  that  of  a  hazel-nut,  or  even  larger,  and  are 
often  ossified  in  the  centre.  They  usually  occur  in  the  knee  and 
in  the  wrist,  more  rarely  in  the  hip,  shoulder,  elbow,  and  ankle 
joints.  They  may  be  very  numerous,  instances  of  ten,  twenty, 
fifty,  and  even  more  having  been  recorded. 
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THE  MUSCLES 


tliated  fibres  tlmt  form  the  eBsential  comp< 
3  Toluntiiry  muscles  are  of  cylindrical  form,  varying  from  15  to 
i  microns  (micro-millimetres)  in  diameter,  and  at  times  reach- 
'  centimetres  in  length.  They  are  composed  of  a  sheath,  a 
ntractile  substance,  and  nuclei.  The  contractile  sulistance  is  of 
t  consistence  and  peculiar  structure,  being  made  up  of  fibrils 
iansversely  striped  with  bands  that  on  optical  examination  appear 
'lernately  light  and  dark. 

""  I  muscle-nuclei  are  scattered  over  the  surface  of  the  con- 
tctile  muscle -cylinder ;  in  form  they  are  prolate  spheroids,  their 
s  being  invariably  parallel  to  the  axis  of  the  cylinder.  An 
Kgregation  of  granular  protoplasmic  material  is  often  observed  at 
ineir  poles. 

i  sheath  or  sarcolemma  consists  of  an  elastic  transparent 
■structureless  membrane,  which  forms  a  tube  enclosing  the  COQ- 
Itoictile  substance  and  closely  investing  its  surface. 

The  length  of  a  muscle  varies  with  the  amplitude  of  its  pos- 
'  'e  range  of  contraction  in  the  longitudinal  direction.  Its  thick- 
:,  on  the  other  band,  is  determined  by  the  tension  to  which  it 
B  subjected  during  contraction.  A  muscle  so  placed  that  in  pro- 
lOrtion  to  its  length  it  undergoes  but  little  longitudinal  contrac- 
lon  is  under  relatively  unfavourable  conditions;  and  it  accordingly 
ihortens  until  a  certain  definite  proportion  is  established  between 
'  I  length  and  the  range  of  its  contraction.  When  its  tension  is 
lersistently  maintained  below  the  normal,  the  muscle  loses  in  thick- 
If  the  muscle  is  rendered  [lermanently  incat>able  of  altering 
1  length,  and  if  at  the  same  time  it  receives  neither  voluntary 
'  Bor  reflex  nervous  impulses,  its  iibres  perish  by  degeneration,  and 
are  absorbed. 

A  muscle-fibre  which  is  prevented  from  contracting,  but  is  sub- 

{"ect  to  stimulation  by  vigorous  nervous  impulses,  may  increase  in 
lulk  and  consequently  become  thicker.  In  time,  however,  such  a 
fibre  liecomes  over-fatigued,  and  the  result  is  generally  fatty  de- 
generation and  atrophy. 

When  a  muscle  receives  abnormally  powerful  impulses  through 
the  nerves,  it  usually  hypertrophies,  should  exhaustion  from  over- 
fatigue not  supervene.     Excessive  tension  of  a  muscle  results  in 
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enlargement  of  its  cross-section,  while  increased  range  of  contrac- 
tion induces  permanent  elongation. 

Impairment  of  the  functional  power  of  a  muscle  may  be  caused 
by  section  of  its  tendon  or  of  the  muscle  itself,  or  by  fixation  of 
the  bones  connected  by  a  joint  which  is  moved  by  the  muscle.  In 
both  cases  muscular  atrophy  from  disuse  is  the  result,  and  is 
most  pronounced  when  tlie  muscle  is,  under  the  new  conditions,  in 
no  way  stimulated  to  contract.  Such  atrophy  is  still  more  rapid 
in  disorders  of  the  innervation  of  the  muscle,  such  as  result  from 
morbid  changes  in  tlie  nervous  system.  There  is  indeed  a  whole 
series  of  neuropathic  atrophies  in  which  wasting  and  disappear- 
ance of  the  muscles  is  directly  referable  to  disease  of  the  central 
or  peripheral  nervous  system. 

As  regards  the  central  nervous  system,  degeneration  and  atro- 
phy of  the  large  ganglion-cells  in  the  anterior  horns  of  the  spinal 
cord  and  grey  nuclei  of  the  medulla,  and  of  the  anterior  nerve- 
roots  proceeding  from  these  cells,  are  the  chief  causes  of  the  class 
of  muscular  atrophies  specially  distinguished  as  spinal  and  bulbar 
amyotrophies.  The  extent  of  the  muscular  atrophy  is  naturally 
proportional  to  the  extent  of  the  disease  in  the  cord.  It  may  be 
confined  to  single  muscles  or  to  special  groups  of  muscles  in  focal 
diseases  such  as  acute  anterior  poliomyelitis,  myelomalacia,  dis- 
seminated sclerosis,  tumours,  degeneration  from  compression,  etc. 
On  the  other  hand,  atrophic  degeneration  successively  aflfecting 
the  ganglion-cells  of  the  anterior  horns  throughout  the  cord  will 
be  accompanied  by  muscular  atrophy  gradually  extending  to  all 
the  striated  muscles  receiving  their  nerve-supply  from  the  aflfected 
region.  In  this  way  paralytic  affections  are  induced,  whose 
essential  symptom  is  muscular  atrophy  increasing  in  extent  and 
intensity  as  years  go  on  ;  this  type  of  disease  has  accordingly  been 
designated  progressive  spinal  atrojDhy  of  the  muscles,  or  more 
briefly  progressive  spinal  amyotrophy.  It  appears  in  its  typi- 
cal form  in  vigorous  persons  who  have  been  previously  healthy, 
and  as  a  rule  first  supervenes  in  those  muscles  that  have  been 
most  subject  to  exertion.  Manual  labourers  often  suffer  first  in 
the  muscles  of  the  hand,  particularly  the  interosseous  and  lum- 
brical  muscles,  or  those  of  the  thenar  and  hypothenar  eminences. 
In  other  cases  the  disease  begins  in  the  muscles  of  the  shoulder- 
blade  or  of  the  arm.  From  the  parts  first  affected  the  atrophy 
slowly  extends  to  other  muscles  or  groups  of  muscles  per  saltum^ 
and  usually  involves  both  sides  of  the  body,  but  in  irregular  se- 
quence. In  severe  cases  the  atrophy  extends  over  the  greater 
part  of  the  muscular  system.  The  muscles  innervated  from  the 
medulla  oblongata  may  also  be  attacked  (progressive  bulbar 
paralysis).  Occasionally  the  process  is  arrested  after  a  number 
of  muscles  have  undergone  atrophy.  The  muscles  of  the  legs  are 
attacked,  if  at  all,  only  in  the  later  stages.  In  particular  muscles 
the  striated  fibres  may  almost  completely  disappear,  so  that  only 
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the  fibrous  structures  connected  with  them  remain.  The  atrophic 
muscles  are  sometimes  pale,  sometimes  colourless,  sometimes 
stained  with  brownish  pigmentation. 

Besides  the  typical  form  of  progressive  spinal  muscular  atro- 
phy, first  accurately  described  by  Duchenne  and  Aran,  atypi- 
cal forms  also  occur,  which  begin  in  other  situations  than  those 
described,  for  example  in  the  lower  extremities,  whence  the  atro- 
phy gradually  extends  upwards. 

The  neuropathic  muscular  atrophies  may  also,  according  to  the 
nature  of  the  nerve-lesion,  be  limited  to  single  muscles,  or  indeed 
to  single  parts  of  one  muscle  ;  or  they  may  extend  over  large  por- 
tions of  the  body  (as  in  the  muscular  atrophy  of  tabes  dorsalis). 
In  the  latter  case  the  atrophy  is  due  to  multiple  degenerations  of 
the  nerves.  Probably  the  amyotrophy  associated  with  chronic 
lead-poisoning,  and  affecting  chiefly  the  extensors  of  the  arm, 
lL>elong8  to  this  latter  class. 

Muscular  atrophy  and  degeneration  may  further  be  due  to 
excessive  exertion,  the  result  of  over-excitation  (as  in  tetanus), 
Iiard  physical  labour,  or  undue  stretching  such  as  is  produced  by 
"tumours  growing  beneath  or  between  the  muscles. 

Local  anaemia  following  the  embolic  occlusion  of  arteries, 
though  a  frequent  cause  of  degeneration  in  many  otlier  organs,  is  of 
slight  importance  as  a  factor  in  muscular  degeneration,  inasmuch  as 
the  abundant  anastomoses  of  the  muscular  vessels  enable  collateral 
circulation  to  be  readily  established.  On  the  other  hand,  anaemic 
necrosis  is  not  an  inirequent  occurrence  in  cases  of  extensive 
arterio-sclerosis  with  diminished  power  of  the  heart,  especially  in 
advanced  age.  So,  too,  local  compression  (as  in  the  case  of  bed- 
sores or  decubital  necroses),  haemorrhage  into  the  muscular  tissue, 
inflammatory  infiltration,  etc.,  at  times  result  in  anaemic  degen- 
eration. In  states  of  general  depression  of  nutrition,  or  of 
debility  from  chronic  disease,  the  muscles  often  waste  and  become 
pale  from  loss  of  their  colouring  matter  (myohaemaglobin). 
Infective  febrile  diseases,  in  which  the  bodily  temperature  is 
raised,  and  in  which  the  constitution  of  the  blood  or  of  the  tissue- 
juices  becomes  altered  from  the  presence  in  them  of  toxic  sub- 
stances, also  exert  a  deleterious  influence  upon  the  muscles,  and 
induce  in  them  degenerative  changes  of  various  kinds. 

Inflammation,  hyperplasia  of  connective  tissue,  and  proliferous 
new-growths  cause  wasting  of  the  muscles,  partly  by  compressing 
their  fibres  and  partly  by  disordering  their  circulation,  nutrition, 
and  specific  function. 

In  many  forms  of  muscular  wasting  it  is  impossible  to  deter- 
mine with  certainty  the  causes  of  the  atrophy,  and  we  are,  therefore, 
obliged  to  regard  it  as  a  primary  myopathy.  This  is  especially 
the  case  with  certain  forms  of  progressive  muscular  atrophy,  the 
course  of  which  is  similar  to  that  of  the  progressive  spinal  disease, 
but  in  which  no  corresponding  changes  in  the  spinal  cord  can  be 
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demonstrated.  Such  lesions  are  accordingly  distinguished  from 
spinal  amyotrophy  by  the  term  progressive  mnscnlar  djrstrophy. 
We  may  distinguish,  according  to  the  time  of  appearance  of  the 
muscular  wasting,  an  infantile  form,  one  of  adolescence,  and  one 
of  adult  life  (Erb):  or  again,  according  to  the  parts  affected,  a 
form  in  which  the  muscles  of  the  trunK,  the  lower  extremities, 
and  the  pelvis  are  those  chiefly  involved,  the  atrophy  in  some 
cases  being  accompanied  by  excessive  development  of  fat  in  the 
muscular  connective  tissue  (Art.  80) ;  and  a  second  form  in  which 
the  progressive  atrophy  mainly  affects  the  muscles  of  the  face, 
shoulder,  and  scapula  (Duchenne,  Landouzy,  DtijiRiNE, 
HrrziG). 
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79.  Wasting  of  muscle  takes  place  in  many  instances  unac- 
companied by  any  perceptible  change  in  the  structure  of  the  con- 
tractile substance,  and  is  then  termed  simple  atrophy.  It  occure 
chiefiy  in  connexion  with  the  adaptive  shortening  of  muscles  when 
the  functional  demands  on  them  are  lessened,  the  muscle-fibres 
undergoing  a  corresponding  diminution  in  length  aDd  cross- 
section.     In  more  extensive  atrophy,  however,  such  as  charsc- 
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terises  progressive  spinal  amyotroi)hy,  tlie  wasting  of  advanced 
age.  various  cachectic  conditions,  and  primary  myopathic  wasting, 
the  muscle-fibres  sometimes  disappear  witliout  previous  alteration 
of  their  structure.  The  fibres  simply  decrease  more  and  more  io 
diameter  (Fig.  164),  are  reduced  to  slender  filaments,  and  at  last 
disappear  altogether.  When  a  certain  degree  of  attenuation  is 
reached,  it  is  usual,  however,  for  the  striation  of  the  fibres  to  be 
effaced.     The  myohaemoglobiu  contained  in  the  substaace  of  tbe 
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muscle  generally  disappears  as  the  muscle  atrophies,  ao  that  the 
tissue  becomes  pale,  at  times  almost  colourless.  In  other  cases 
pigment  is  separated  from  the  myohaenioglobin  and  deposited 
within  the  muscle  in  the  form  of  small  yellowish  and  brownish 
granules  (Fig.  165  c),  the  muscle  thereby  acquiring  a  brownish 
colour.  Shortening  may  be  associated  with  the  wasting,  the  mus- 
cular tissue  being  replaced  from  the  ends  inwards  by  tendinous 
fibrous  tissue, 

Z>egeneration  and  wasting  of  muscle-fibres  take  the  most  vari- 
ous forma,  according  as  they  occur  in  muscles  whose  nerves  are 
paralysed  or  whose  tissues  are 
pervaded  by  inflammatory  infll- 
trations  or  proliferous  tumour- 
cells,  or  in  muscles  that  have 
been  crushed,  starved,  over- 
stretched, over-fatigued,  or  poi- 
soned by  infective  toxins  or 
chemical  substances.  In  such 
cases  simple  atrophy  is  less  com- 
mon :  more  frequent  are  cloudy 
swelling,  fatty  change,  vacuola- 
tion,  fragmentation,  lacunar  ero- 
sion, and  waxy  degeneration. 

Cloady  Bwell&ig  with  albu- 
minous degeneration  is  charac- 
terised by  the  appearance  of 
multitudes  of  minute  albuminous 
granules  in  the  protoplasm  of  tlie 
muscle ;  fatty  degsnsration  by 
the  formation  of  minute  globules 
of  fat  in  the  interior  of  the  con- 
tractile substance  (Fig.  165  a). 
Wide-spread  fatty  degeneration 
gives  a  yellowish  colour  to  the 
muscle.  In  dro^ical  or  Tacnolar 
degeneratios  clear  drops  are 
formed  in  the  interior  of  the 
mu8cle-fibres(Figs.  166  and  167), 

either  singly  or  in  considerable  numbers,  so  that  the  fibre  appears 
cribriform  (Figs.  166  and  167  J),  or  is  reduced  to  a  froth-like 
consistence.  In  lacunar  aroBlon  small  pits  are  formed  in  the 
ensheathing  sarcolemma,  resembling  Kowship's  lacunae  in  the 
bones.  These  pits  are  caused  by  the  intrusion  of  cells  that  lie  in 
the  internal  perimysium  and  indent  the  sarcolemma,  or,  penetrat- 
ing the  sarcolemma,  compress  the  contractile  substance  and  cause 
it  to  disappear.  This  process  is  most  commonly  observed  in 
metastatic  carcinomatous  infiltration  of  the  muscles.  In  fr^- 
of  the  muscular  fibres,  the  contractile  substance  breaks 
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up  into  fibrila  or  discs ;  these  may  preserve  their  normal  appear- 
ance or  may  have  already  undergone  cloudy  or  hyaline  change. 
Waxy  or  hyalino  degeneration  is  characterised  by  necrosis  with 
coagulation  of  the  contractile  substance,  whereby  it  acquires  a 
homc^eneous  glassy  appearance  and  breaks  up  into  hyaline  flakes 
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(Fig,  168  6),  It  occurs  most  frequently  in  typhoid  fever,  and 
also,  though  somewhat  more  rarely,  in  the  course  of  other  infec- 
tive diseases,  such  as  septicaemia,  small-pox,  etc.  It  is  observed 
principally  in  the  recti  muscles  of  the  abdomen  and  the  adductors 
of  the  thigh.  Sometimes  it  appears  as  a  result  of  crushing, 
inflammation,  burns,  and  tetanic 
contraction  of  the  muscles,  and 
accompanies  the  development  of 
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new-growths  in  the  muscle-substance.     When  the  degeneration 
is  extreme,  the  muscle-nuclei  are  apt  to  disappear. 

When  the  degeneration  and  necrosis  involve  single  fibres  only, 
the  condition  is  not  recognisable  by  the  unaided  eye.  Degenera- 
tion of  a  large  number  of  fibres  causes  the  muscles  to  assume  a 
pale,  cloudy,  and  lustreless  appearance,  like  those  of  boiled  fish. 

Slight  cases  of  albuminous,  fatty,  or  vacuolar  degeneration  may 
recover  on  the  resumption  of  normal  conditions  of  innervation 
and  nutrition ;  severer  forms  (Fig.  165  6)  end  in  complete  disin- 
tegration and  destruction  of  the  muscle-fibres.  In  waxy  degener- 
ation the  contractile  substance  perishes,  breaks  up  into  smaller  and 
smaller  pieces  (Fig.  168  6),  and  is  at  last  absorbed. 

Partially  degenerate  muscles  that  are  stimulated  to  contraction 
sometimes  rupture  and  give  rise  to  haemorrhage. 

Both  in  simple  and  in  degenerative  atrophy  proliferation  of 
the  nuclei  of  some  of  the  fibres  is  not  uncommon.  This  prolifera- 
tion leads  sometimes  to  the  formation  of  long  chains  of  nuclei,  and 
sometimes  to  the  formation  of  nuclear  clusters  that  push  aside  the 
rest  of  the  fibre.  In  other  cases  sharply-defined  uninuclear  and 
multinuclear  cells  are  formed  beside  the  atrophic  fibres  (Fig. 
165  rf).  Both  processes  are  to  be  regarded  as  indications  of 
regenerative  hyperplasia  of  the  muscle-cells,  though  they  usually 
do  not  lead  to  the  formation  of  new  muscle-fibres :  the  nuclei 
themselves  subsequently  perish,  especially  when  the  conditions 
unfavourable  to  preservation  of  the  muscle  are  persistent.  It 
must  be  noted,  nevertheless,  that  the  groups  of  nuclei  often  sur- 
vive for  a  long  time ;  and  even  when  the  muscle  itself  disappears, 
numerous  sarcolemma-sheaths  may  still  be  found  which  contain 
pigment-granules  together  with  groups  of  nuclei  or  multinuclear 
cells. 

GkmgrenoiiB  necrosis  of  the  muscular  tissue  occurs  most  fre- 
quently as  a  result  of  severe  infective  inflammations  (Art.  82), 
and  in  connexion  with  decubital  bed-sores ;  in  other  words,  where 
the  skin  and  subcutaneous  tissues  of  emaciated  patients  become 
gangrenous  from  exposure  to  continued  pressure.  The  muscles 
become  discoloured,  changing  to  dark-brown  or  dark-grey,  and 
fall  to  shreds  or  become  dry  and  shrivelled  by  evaporation.  Dry 
gangrene  or  mummification  of  the  muscles  ensues  when  mortified 
porti(ms  of  the  limbs  thus  dry  up  on  exposure  to  the  air. 

Amyloid  degeneration  is  very  rare,  and  seems  to  supervene 
only  as  a  local  condition,  and  in  parts  altered  by  antecedent  inflam- 
mation. The  degeneration  involves  the  internal  perimysium  and 
the  sarcolemma,  which  are  thereby  thickened  and  acquire  a  trans- 
lucent appearance,  while  the  contractile  substance  disappears. 
The  process  has  been  observed  in  the  muscles  of  the  tongue  and 
larynx  (ZiEGLEB),  where  the  amyloid  substance  formed  hard 
nodular  deposits. 

Calciflcatioil  of  the  muscles  is  most  frequently  observed  in  the 
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parts  surrounding  inspissated  residual  abscesses  and  in  inflamma- 
tory cicatricial  indurations.  H.  Meyer  has  met  with  calcifica- 
tion in  the  wasted  fibres  of  muscles  that  had  undergone  extreme 
atrophy. 

According  to  Bexeke  (  F.  ^ .  99  1884),  waxy  degeneration  in  non-fltriated 
muscle-fibres  gives  rise  to  appearances  (pt  hyaline  streaks,  bands,  and  frag- 
mentary flakes)  similar  to  those  observed  in  striated  fibres ;  as  in  the  latter  case, 
it  depends  on  a  process  of  swelling  and  coagulation  of  the  muscular  substance. 
It  may  be  artificially  reproduced  by  soaking  non-striated  muscle  in  solution  of 
sodium  chloride  (0.75  per  cent.). 
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80.  In  Bimple  as  well  a»  in  pigmentary  and  fatty  atrophy  the 
perimjTBiTini  often  shows  no  perceptible  change.  Those  cases  in 
which  the  atrophy  is  unmistakably  due  to  local  disease  of  the 
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fibrous  structures  of  the  muscle,  for  example  to  inflammation  or 
neoplastic  growth,  naturally  form  an  exception.  But  instances 
occur,  as  in  certain  cases  of  progressive  atrophy,  wherein  the 
internal  perimysium  appears  at  times  to  be  more  fully  developed 
and  more  abundantly  nucleated  than  in  the  healthy  muscle,  and 
it  is  frequently  transfonned  into  fatty  tissue  (Figs,  169  and  170). 
This  development  of  connective  and  fatty  tissue  is  sometimes  so 
marked  that  the  apparent  bulk  of  the  muscle  does  not  diminish, 
but  rather  increases.  The  appearance  has  led  to  the  application 
to  this  affection  of  the  term  muscular  pseudohypertrophy.     It 
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rould  be  more  correct  to  describe  it  as  lipomatom  psendol^- 

pertrophio  atrophy  of  the  muscles. 

So  far  as  our  knowledge  at  present  goes,  the  multipUcatioD  of 
the  nuclei  and  the  increaae  of  tlie  connective  tissue  of  the  internal 
perimysium  are  sometimes  t)ie  cause  and  sometimes  the  effect  of 
the  wasting  of  the  muscle.     Thus  the  condition  of  fatty  hyper- 

Slasia  may  arise  in  paralysed  muscles,  in  which  the  atrophy  un- 
oubtedly  precedes  the  proliferation.  The  development  of  fat  in 
the  connective  tissue  that  takes  place  in  progressive  muscular 
atrophy,  as  well  as  in  local  atrophy  from  disuse,  is  in  many 
instances  evidently  a  secondary  condition.  The  atrophy  of  the 
muscles  (Fig.  169  a  b)  may  be  already  so  far  advanced  that  whole 
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muscle-bundles  no  longer  contain  a  single  healthy  fibre  when  the 
deposition  of  fat  (c)  l>egins,  the  fat  in  this  case  often  remaining 
strictly  confined  to  the  immetliate  neighbourhood  of  the  blood- 
vessels (rf).  The  process  can  therefore  be  regarded  only  as  an 
amyotrophy  with  subsequent  lipomatosis  of  the  connective  tissue. 
In  other  cases  the  internal  perimysium  increases  first,  and  a 
transformed  into  fatty  tissue  while  the  muscles  are  still  well  pre- 
served, much  in  the  way  oliserved  in  the  process  of  fattening  cat- 
tle. The  muscle-fibres  fFig.  170  a)  are  thereby  forced  asunder, 
and  as  they  thereupon  or  afterwards  disappear  (bj  o,),  sometime* 
with  disintegration  of  their  protoplasm  into  fragmentary  detritus, 
it  certainly  looks  as  if  the  overgrowth  of  fatty  tissue  were  the 
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cause  of  the  muscular  atrophy.  It  is  nevertheless  possible  that 
the  muscular  atrophy  and  the  lipomatosis  of  the  connective  tdssiie 
may  be  contemporaneous  and  related  to  some  common  cause,  or 
that  the  muscular  atrophy  is  due  to  some  independent  cause. 

The  most  typical  example  of  lipomatous  pseudohypertrophy 
is  furnished  by  a  special  form  of  progressive  muscular  atrophy 
observed  in  childhood,  or  at  least  in  early  youth,  and  especially 
in  boys.  Paeudohypertrophic  muscular  paralysis,  as  it  is  clini* 
cally  termed,  often  !ippt;iii's  in  scvrral  fliililri'ii  of  tlie  same  family, 
and  is  at  times  hereditary.  It  cliii-lly  aHVcts  the  muscles  of  the 
trunk,  the  pelvis,  the  luwer  limbs,  and  the  shuulder-girdle,  while 
the  hands  and  arms  commonly  esca^ie.  Most  of  the  atrophic  mus-  M 
cles  are  at  the  same  time  enlarged  in  girth  by  the  development  of  I 
fat  within  them  ;  but  this  enlargement  is  sometimes  absent.  The  1 
affection  is  probably  a  primary  myopathy,  nearly  related  to  the 
other  primary  myopathic  atrophies  that  occur  in  youth  and  exliibit 
the  same  distribution,  though  at  times  they  involve  the  face  as 
well  as  the  shoulder  and  scapular  regions  (Duchennb  of  Bou- 
logne, Lanihiuzv,  Dejerine).  It  should  therefore  be  classed 
with  tliL'  muscular  allei'tions  grouped  under  the  term  progrossiva 
muscular  dystrophy  (  Erb).  Probably  the  disease  depends  upon 
some  unknown  congenital  perversion  of  the  muscular  tissue,  of 
which  all  we  can  say  is  that,  at  the  time  of  active  growth  or  even 
later,  it  leads  to  the  development  of  connective  tissue  and  fat  in 
the  internal  perimysium  and  to  atrophy  of  the  muscle-hbres. 
According  to  Erb,  Schultze.  and  Hitzig,  there  are  also  muscular 
dystrophies  in  which  a  state  of  true  hypertropliy  of  the  muscle- 
fibres  precedes  the  onset  of  atrophy. 
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81.  Hypertrophy  of  the  muscles  nuty  be  brought  shout  by 
increased  muscular  work,  and  is  manifested  both  by  lengtheniDg 
and  by  thickening  of  the  hbres,  and  probably  also  by  increase  in 
their  number. 

In  rare  cases  (Fkiedbeich,  Auerbach,  and  Beboek)  hyper- 
trophy of  single  groups  of  muscles  is  met  with,  and  ie  either 
congenital  or  acquired  in  later  life.  In  the  latter  case,  injurj-  or 
disease  (as  in  typhoid  fever)  may  give  rise  to  the  condition.  Ac- 
cording to  Erb,  Schultzb,  and  Hitziq,  in  progressive  muscular 
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dystrophy,  and  even  in  certain  cases  of  spinal  amyotrophy,  single 
muscle-fibres  or  wlinle  fasciculi  may  be  hypertrophic.  In  the 
condition  known  as  Thomsen'B  disease,  or  congaoital  myotonia 
(StrUmpell,  Erb),  due  to  some  congenital  injury  and  manifested 
by  disorders  of  voluntary  movement,  by  tense  rigidity  and  slow 
relaxation  of  the  muscles,  and  by  apparent  hypertrophy  with 
diminished  contractile  power,  Erb  states  that  there  is  considerable 
hypertrophy  of  the  separate  muscle-fibres,  with  marked  increa8» 
of  their  nuclei  and   modification  of  their  finer  structure.     Th^ 
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modification  consists  in  a  homogeneous  appearance  of  the  fibres 
on  section,  with  indistinctness  of  their  striation  and  the  formation 
of  vacuoles  within  them.  Further  investigation  is  required  before 
Tve  can  be  certain  that  these  details  are  correct.  The  measure- 
xnents  of  the  fibres  regarded  as  hypertrophic  have  hitherto  been 
made  only  in  fragments  of  muscle  taken  from  the  living  subject, 
tLud  as  the  very  process  of  excision  induces  contraction  and  physi- 
ological thickening  of  the  fibres,  no  strict  comparison  with  fibres 
from  the  dead  body  is  possible. 

Regeneration  of  muscle  starts  in  all  cases  from  the  elements 
of  the  muscle  itself,  in  such  wise  that  after  an  injury  affecting  all 
-the  constituent  structures  the  connective  tissue  reproduces  con- 
xiective  tissue,  and  the  muscle-fibres  new  muscle-fibres,  and  the 
Xatter  thereupon  penetrate  into  the  newly -formed  connective  tis- 
sue. After  section  of  a  muscle  a  scar  of  connective  tissue  is  first 
Jtormed  out  of  gpranulations  in  the  usual  way  ;  but  this  scar  in  the 
c^ourse  of  a  few  weeks  becomes  permeated  by  new  muscle-fibres. 

The  formation  of  the  new  muscle-fibres  begins  by  proliferation 
of  the  muscle-cells  (Fig.  171  a),  followed  by  an  increase  of  their 
protoplasm.  In  this  way,  at  the  ends  or  in  the  course  of  the 
fibres,  multinuclear  aggregations  of  protoplasm  are  formed  (Fig. 
171  c  ef);  these  continue  to  grow  and  ultimately  form  so-called 
muscle-buds,  from  which  by  a  subsequent  process  of  differentia- 
tion striated  contractile  substance  is  produced.  The  growing 
muscle-fibre  at  times  undergoes  longitudinal  subdivision  (a  by, 
either  before  or  after  the  formation  of  the  muscle-buds,  so  that  one 
older  fibre  may  give  rise  to  two  or  three  younger  fibres  {g). 

Not  only  do  those  muscle-nuclei  proliferate  that  remain  at- 
tached to  the  intact  contractile  substance,  but  also  those  that  have 
become  detached  at  the  seat  of  injury  or  degeneration,  and  these 
become  transformed  into  large  uninuclear  or  multinuclear  cells 
(6  rf).  It  is  still  uncertain  how  far  these  cells  contribute  to  the 
regeneration  of  the  muscle.  The  greater  number  probably  perish, 
though  it  is  possible  that  the  protoplasmic  masses  formed  by  them 
are  converted  into  contractile  substance.  If  the  sarcolemma  con- 
tains products  of  the  disintegration  of  the  old  muscle-fibres,  the 
new-formed  multiuuclear  cells  or  sarcoblasts  may  assimilate  them, 
or  at  least  enclose  ((2)  and  ultimately  destroy  them. 
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82.  Myositis,  or  inflammation  of  the  muscles,  is  usually  a 
secondary  result  of  inflammations  in  the  neighbouring  parts  and 
of  traumatic  injuries ;  but  it  is  also  occasionally  induced  by  con- 
tamination of  the  blood,  or  by  disturbances  of  the  circulation. 
Inflammations  of  the  first-named  kind  extend  as  a  rule  from  the 
bones  and  joints,  or  from  parts  of  the  skin  and  mucous  membrane 
overlying  the  muscles.  They  may,  however,  also  reach  the  muscles 
from  other  contiguous  parts  of  the  body,  such  as  the  pleura,  the 
tissue  about  the  kidney,  or  the  peritoneum. 

Haematogenous  inflammations,  due  to  contamination  of  the 
blood,  are  for  the  most  part  of  the  nature  of  bacterial  infection ; 
they  arise,  for  example,  from  pyaemic  infection  due  to  wounds, 
infective  osteomyelitis,  puerperal  pyaemia,  acute  rheumatic  ar- 
thritis, glanders,  or  typhoid  fever.  It  is,  however,  to  be  remarked 
that  infiltration  does  not  invariably  result  from  the  inflammation ; 
frequently  the  condition  gives  rise  to  little  else  than  degeneration 
of  the  contractile  substance. 

The  slightest  forms  of  myositis,  such  as  are  due  to  alteration 
of  the  blood,  as  in  typhoid  fever,  to  slight  injuries  such  as  strains, 
bruises,  haemorrhages,  and  the  like,  or  to  extension  from  inflam- 
mations of  the  contiguous  parts,  are  generally  transient.  They 
are  manifested  by  infiltration  of  the  perimysium  with  liquid,  and 
accumulation  of  round-cells  in  the  connective  tissue.  The  mus- 
cular fibres  often  remain  intact  throughout.  When  they  also 
suffer,  cloudy  swelling,  fatty  degeneration,  and  coagulative  necro- 
sis make  their  appearance. 

A  febrile  disease  has  in  recent  years  been  described  by  various 
writers  under  the  name  of  acute  primary  poljmjoaitia  (P. 
Wagner,  Unverricht,  Hepp,  Stuumpell,  Lewy).  Its  clinical 
symptoms  are  pain,  disorders  of  voluntary  movement,  and  ©edema- 
tous swelling  of  the  tongue  and  it  may  be  of  most  of  the  muscles 
of  the  body.  Strumpell  has  found  in  the  affected  muscles  granu- 
lar and  vacuolar  degeneration  of  the  fibres,  with  loss  of  striation 
and  proliferation  of  the  nuclei,  and  aggregations  of  small  cells  in 
the  intermuscular  connective  tissue. 

Inflammations  that  do  not  destroy  the  structure  of  the  muscle 
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pgcover  without  leaving  permanent  alterations.     Scars  and  indur- 
ations  result  from    more    intense   inflammations.      In   cases   of 
pui*^®^^   inflammation  (purulent  myositis)  suppuration   of  the 
juiiscle  may  be  the  ultimate  result.     The  muscle,  which  at  the 
(j^nimencement  of  the  inflammation  was  hyperaemic  and  swollen, 
begii^s  to  change  colour,  becomes  mottled  with  red,  brown,  yel- 
1qw%  and  greyish-green,  and  is  soft  and  friable  ;    it  may  finally 
change   to  yellow   or  greyish-yellow,  or  from   admixture   with 
blood,  to  brown  or  greyish-green,  and  break  down  into  a  semi- 
liquid  pulp,  containing  shreds  of  macerated  muscle.     At  a  later 
stage  abscesses  are  formed ;  sometimes  these  are  single,  but  at 
times  they  are  very  numerous,  so  that  an  entire  muscle  or  group 
of   muscles  becomes  riddled  with  abscesses  of  all  sizes,  and  the 
intervening  muscular  tissue  is  changed  in  colour  to  grey,  yellow, 
greenish,  or  dirty-brown. 

Purulent  and  gangrenous  inflammations  of  muscle  occur  only 
as  consequences  of  infection,  and  their  course  is  accordingly  de- 
pendent  upon  the  nature   of  the   exciting   cause ;    malnutrition 
may,  however,  favour  the  disintegration  of  the  muscular  tissue. 
Open  infected  wounds,  phlegmonous   inflammation   of   the   sub- 
cutaneous cellular  tissue,  severe   erysipelas,  or  faecal   abscesses 
starting  from  the  intestine,  are  the  most  frequent  causes  of  sup- 
puration, gangrenous  necrosis,  and  putrid  inflammation  of  muscle. 
The   haematogenous   forms   (as   in   infective   osteomyelitis)   are 
rarer,  and  commonly  have  a  merely  purulent  character.     When 
the  stage  of  suppuration  and  abscess  has  been  reached,  and  the 
muscular  tissue   has   consequently  been  destroyed,  a  permanent 
loss  of  substance  remains.     Small  abscesses  may  be  re-absorbed, 
larger  ones  may  heal  after  evacuation  of  the  pus  either  externally 
or  into  the  intestine,  the  pleural  cavities,  the  lungs,  etc.     At  the 
place  where  a  collection  of  pus  meets  the  living  tissue,  the  inflam- 
matory process  gives  rise  to  the  formation  of  granulations,  and 
afterwards  of  connective  tissue :    when   recovery  takes   place,  a 
cicatriz  or  induration  remains  within  the  muscle,  and  in  the 
course  of  time  becomes  smaller  through  contraction.     Probably 
such  cicatrices  are,  at  a  later  stage,  partially  replaced  by  muscular 
tissue. 

Should  the  inflammatory  process  be  long  kept  up  in  a  muscle 
^y  some  persistent  cause  of  irritation,  due,  for  example,  to  the 
pJ^oximity  of  an  inflammatory  lesion,  a  cutaneous  ulcer,  an  inflam- 
f^a.t:ion  of  the  bone,  a  foreign  body,  or  a  hydatid  —  or  if  the 
ii^fiammatory  process  be  recurrent,  as  in  those  inflammations  that 
l^o.<:l  to  elephantiasis  of  the  skin  and  subcutaneous  tissue  —  hyper- 
Plcuda  of  the  connective  tissue,  similar  to  that  which  occurs  in  the 
^^^ing  of  suppurative  lesions,  is  apt  to  be  induced. 

In  situations  where  the  muscle  is  completely  destroyed,  its 
pl^^^e  is  afterwards  occupied  by  dense  connective  tissue  only.  If 
tkke  muscular  fibres  are  partially  preserved,  the  hyperplastic  tissue 
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gradually  encroaches  along  the  planes  of  the  perimysium;  and 
thus  the  muscle  is  at  length  more  or  less  completely  pervaded  by 
dense  white  bands  and  septa  of  connective  tissue,  in  which  the 
muscle-fibres  are  as  it  were  embedded. 
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83.  Tuberculosis  of  the  muscles  is  usually  secondary  tO' 
tuberculous  disease  of  neighbouring  organs  ;  but  primary  haema- 
togenous  tuberculosis  is  also  occasionally  met  with. 

As  regards  the  first  form,  it  is  generally  tuberculous  disease 
of  the  bones  and  joints  that  causes  the  affection  in  the  muscles, 
inducing  in  them  inflammatory  processes  which  lead  to  indurative 
thickening  of  their  connective  tissue,  the  formation  of  cheesy  nodes 
and  cold  abscesses  enclosed  by  a  granulating  membrane  contain- 
ing tubercles,  and  the  formation  of  sinuses  with  indurated  walls 
covered  Avith  granulations.      At  the   hip-joint  the  surroundings 


muscles  may  in  great  part  become  altered  in  this  manner ;  and  in 
tuberculous  caries  of  the  lumbar  vertebrae  cold  abscesses  are  often 
formed  which  extend  along  the  ilio-psoas  muscle  to  Poupart's  liga — 
ment,  and  thence  burrow  to  the  surface  between  the  muscles  o 
the  thigh.  Occasionally  the  pus  descends  along  the  surface  o 
the  psoas  only,  the  muscular  connective  tissue  becoming  somewhat^ 
hyperplastic  and  the  substance  of  the  muscle  slightly  £scoloured» 
In  other  cases  tubercles  are  formed  and  suppurative  disiutegra — 
tion  ensues  in  tlie  muscular  tissue  itself,  which  becomes  riddledL 
with  pus-secreting  cavities  and  at  length  is  more  or  less  completely 
destroyed.      Similarly  in  tuberculosis  of  the  cervical  and  thoracio 
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vertebrae,  the  connective  tissue  in  and  between  the  adjacent^ 
muscles  is  often  tiie  seat  of  indurative,  caseous,  and  necrotic  -( 
tuberculous  inflaaiination. 

In  like  manner  tuberculous  disease  of  a  mucous  membrane, 
Buch  as  that  of  the  tongue  or  the  vocal  cords,  or  tuberculosis  of 
the  skin  (as  in  lupus},  is  liable  to  invade  the  muscles.  In  both 
cases  tubercles,  isolated  and  in  groups,  make  tbeir  appearance  in 
t)ie  muscular  connective  tissue:  these  afterwards  caseate  and  break 
down,  while  new  foci  are  formed  in  the  surrounding  portions,  and 
the  intermuscular  connective  tissue  becomes  hyperplastic. 

The  available  researclies  on  haematogenous  tuberculosis  of  the 
muscles  are  as  yet  few  and  incomplete,  so  that  we  cannot  say  what 
share  the  muscles  take  even  in  general  miliary  tuberculosis.  Un- 
doubtedly when  tubercle -bacilli  are  disseminated  by  way  of  the 
blood,  tubercles  sometimes  develope  in  the  muscular  connective 
tissue,  and  single  or  multiple  nodules  are  thus  formed,  which  later 
on  become  foci  of  cheesy  disintegration  with  indurated  walls,  or 
give  rise  to  cold  abscesses  enclosed  by  granulating  walls  contain- 
ing tubercles.  Soft  tumour-like  growths,  resembling  sarcomata, 
and  partly  caseous,  are  also  occasionally  formed.  All  of  these 
forms  are  somewhat  rare  ;  tlieir  frequency  has,  however,  probably 
been  under-rated  hitherto.  They  occur  in  all  or  any  of  the  mus- 
cles, and  sometimes  attain  considerable  dimensions. 

Syphilitic  aifections  of  the  muscles  lead  either  to  indurative 
thickening  of  the  muscular  connective  tissue,  with  atrophy  of  tlie 
muscle-fibres  (syphilitic  fibroid  myositis),  or  to  the  formation  of 
caseous  gummata  embedded  in  cicatricial  tissue.  These  last  occur 
most  frequently  in  the  muscles  of  the  upper  extremities,  in  thase 
of  the  neck,  throat,  and  back,  and  in  the  tongue  and  the  external 
sphincter  of  the  anus  (Neumann).  In  some  instances  they  form 
nodes  of  considerable  size. 

In  glanders  large  and  small  abscesses  are  formed  m  and 
between  the  muscles.  In  actinomycosis  ali'ecting  the  muscles 
soft  fatty  grantdations,  masses  tif  indurated  connective  tissue,  and 
s  are  produced. 
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84.  Bony  formations  in  the  shape  of  splinters,  platea,  and 
spicules  sometimes  develope,  under  pathological  conditions,  in  the 
perimysium  of  the  muscular  bundles,  in  the  fasciae,  ligaments, 
and  tendons,  and  in  the  intermuscular  connective  tissue. 

One  variety  arises  in  an  isolated  way  and  developes  either  with- 
out any  perceptible  external  cause  and  without  inducing  any  signs 
of  irritation,  or  after  a  single  or  recurrent  traumatic  injury ;  it 
sometimes  appears  also  as  an  outcome  of  chronic  inflammation  of 
the  affected  part. 

The  traumatic  forms  are  most  frequently  met  with  in  the  del- 
toid and  pectoral  muscles  and  in  the  adductors  of  the  thigh,  where 
their  production  is  demonstrably  connected  with  the  slight  but 
repeated  injuries  inflicted,  in  the  former  case  by  the  impact  of  a 
heavy  rifle  against  the  shoulder,  in  the  latter  by  the  pressure 
of  the  saddle.  They  are  accordingly  described  as  'drill*  and 
'  rider's '  bones.  Such  bones  are  much  more  rarely  found  in  other 
muscles ;  but  they  have  been  described  as  occurring  in  the  arm- 
muscles  of  gymnasts. 

In  a  second  variety  the  production  of  bone  in  the  muscles  is  the 
essential  symptom  of  a  peculiar  disease  of  young  persons,  which 
is  commonly  described  as  progressive  ossifying  myositis. 

This  affection  is  characterised  by  the  appearance  of  doughy 
and  often  painful  swellings  in  the  muscles,  fasciae,  tendons,  and 
periosteum,  followed  by  local  ossification  as  soon  as  the  swelling 
subsides.  These  swellings  are  sometimes  traceable  to  slight  in- 
juries, but  occasionally  no  external  cause  can  be  discovered. 

The  disease  usually  begins  in  the  muscles  and  fasciae  of  the 
neck,  back,  and  thorax,  and  thence  extends  to  all  parts  of  the 
body.  As  the  process  goes  on  for  years,  with  occasional  periods 
of  arrest,  large  portions  of  these  tissues  may  become  the  seat  of 
bone-formation.  Flakes,  scales,  and  knobbed  and  branching  frag- 
ments of  osseous  tissue  appear  in  the  muscles,  fasciae,  and  tendons 
in  ever-increasing  numbers.  The  contraction  of  the  muscles,  and 
the  movements  of  the  limbs,  of  the  vertebral  column,  of  the  head, 
and  of  the  lower  jaw,  are  more  and  more  interfered  with;  and 
thus  when  at  length  bony  ankylosis  of  the  joints  ensues,  move- 
ment is  no  longer  possible,  and  the  body  becomes  like  a  rigid 
statue. 

The  way  in  which  the  bony  growths  are  distributed  through  the 
tissues  varies  in  different  cases.  Sometimes  the  perimysium  of 
the  muscular  bundles  and  fibres  is  the  tissue  chiefly  affected ;  in 
other  cases  it  is  rather  the  tendons  and  fasciae  that  undergo  ossi- 
fication.    Frequently  most  of  the  bony  growths  are  from  the  first 
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seated  directly  upon  the  bone,  and  so  form  exostoses ;  occasionally 
also  parts  of  the  bones  themselves  are  overgrown.  It  is  therefore 
difficult  to  draw  a.  sharp  line  of  distinction  between  such  cases  and 
cases  of  multiple  exostosis  without  ossification  in  the  muscles. 

The  formation  of  new  bone  (Fig.  172)  always  takes  place  in 
the  connective  tissue  and  in  a  manner  corresponding  precisely  to 
that  exemplified  in  periosteal  ossification.  Thus  bone  may  be 
formed  either  from  proliferous  germinal  tissue  (jjt)  or  from  con- 
nective tissue  (a),  and  that  either  directly  or  indirectly  (i  Sj  c  d) 
through  an  intermediate  cartilaginous  stage. 
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Throughout  the  whole  process  the  muscle-tibres  remain  passive. 
As  they  are  encroached  on  and  compressed  by  the  bone  growing 
in  their  perimysium,  and  are  rendered  functionally  useless  by  the 
gradual  fixation  of  the  limbs  and  joints,  they  in  the  end  undergo 
degeneration  and  atrophy. 

In  the  isolated  as  well  as  in  the  multiple  and  progressive 
variety  the  morbid  ossification  is  most  probably  due  to  some  pecul- 
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iarity  of  conBtitution  in  the  fibrous  tissues  of  the  muscles,  fasciae, 
ligaments,  and  tendons.  These  tissues  appear  to  be  endowed  ab 
origine  with  certain  qualities  that  normally  are  possessed  only  by 
the  periosteum.  Periosteal  tissue  has,  so  to  speak,  strayed  into 
the  texture  of  the  tendons,  fasciae,  ligaments,  and  muscles,  or  no 
sharp  delimitation  of  territory  has  been  effected  between  the  tissues 
that  meet  about  the  bone.  In  certain  cases  coexisting  malforma- 
tions of  the  limbs  (such  as  microdactylia)  have  been  described. 

References  on  Ossifying  Myositis. 

Bbrthier  :  Muscular  osteoma  A.  de  med,  exp,  vi  1894 

Billroth  :  Langenbeck's  Arch,  x;  Rider's  bone  Deutsche  Klinik  vii  1855 

Cahen  :  Myositis  ossificans  D,  Z./.  Chir,  31 1890 

Gerber  :  Myositis  ossificans  progressiva  Inaug,  Diss.  Wiirzburg  1875 

KoHTS  :  idem  Jahrb,  f,  KinderheUk,  xxi  1884 

KtlMMELL  :  idem  Langenbeckfs  Arch,  xxix  1883 

Lehmann  :  Myositis  ossificans  lipomatosa  D.  med.  Woch.  1888 

Mays  :  Myositis  ossificans  progressiva  V.  A.7^  1878 

MIJNCHMEYER :  idem  Z.f.  rationale  Med.  v  and  xxxiv  18G9 

NicoLADONi :  idem  Wien.  med.  Bldtter  1878 

Pinter  :  Cases  of  myositis  ossificans  Z.  f.  klin.  Med.  viii  1884 

Rabeck  :  Myositis  ossificans  progressiva  V.  A .  128  1892 

ScHMiT  :  Riaer's  bone  Rev.  de  chir.  x  1890 

Virchow  :  Die  krankha^en  GeschwUlste  ii 

Zollinger  :  Case  of  wide-spread  ossification  Inaug.  Diss.  Zurich  1867 

85.     Primary  tuxnoars  of  the  muscles  themselves  are  some- 
what rare,  the  intermuscular  and  fascial  connective  tissues  being' 
much  more  frequently  the  structures  in  which  deep-lying  neo- 
plasms of  the  limbs  and  trunk  are  developed. 

Fibromata,  lipomata,  angiomata,  myxomata,  and  chondromata 
are  all  rare.  Rhabdomyomata  have  been  observed  only  in  a  few 
cases  (Billroth,  von  Buhl). 

Sarcomata,  fibro-sarcomata,  myxo-sarcomata,  and  myxo-lipo- 
sarcomata  are  the  most  frequent  neoplasms  of  muscle ;  they  form 
tumours  of  various  sizes,  within  which  the  muscle-fibres  perish. 
The  growth  developes  from  the  connective  tissue. 

Carcinomata  occur  only  as  secondary  growths,  generally  in 
cases  where  carcinoma  of  the  breast,  the  lips,  the  skin,  or  the 
stomach  invades  the  neighbouring  muscles,  or  is  diffused  by  the 
lymphatics :  more  rarely  the  growth  is  disseminated  by  the  trans- 
port of  cancer-germs  through  the  blood-vessels.  The  cancerous 
gro^vth  takes  the  form  either  of  a  diffuse  infiltration  of  the  mus- 
cular tissue  or  of  more  or  less  numerous  nodules,  often  arranged 
in  rows  corresponding  to  the  general  direction  of  the  muscular 
bundles.  The  muscle-fibres  are  destroyed  as  the  cancer  grows. 
Not  infrequently  the  cancer-cells  force  their  way  into  the  sar- 
colemma-sheaths,  and  produce  in  the  contractile  substance  pits 
and  excavations  resembling  Howship's  lacunae. 

The  animal  parasites  of  muscle  include  Triehinay  Cysticerctu 
eellulosae  (measle),  and  Echinococcus  (hydatids). 
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References  on  Tum<mrs  and  Mydatidn  of  Muscle. 

Billroth  :  Rhabdomyoma  (cystic  myoma^  V,  A,^  1856 

roN  Buhl:  Rhabdomyoma  Z.f  Biol.  1 1865 

CRiSTiAia :  Malignant  growths  of  striated  muscle  A,  dephysioL  x  1887 

Demarquat:  Angioma  U  Union  med,  1861 

Maxec  :  Enchondroma  G<u.  des  hop.  1863 

Marguet  :  Kystes  ht/datiques  des  muscles  volontaires  Paris  1888 

MuscATELLo:  Angioma  V.  A.  135  1894 

Neumann  :  Secondary  carcinoma  V.  A.  20  1861 

Paget  :  Fibroma  Surgical  Pathology  (edit.  Turner)  ii  Jjondon  1876 

Secourgeon  :  Enchondroma  Gaz.  des  hdp.  1859 

SoKOLOw :  Sarcoma  V.  A.  67  1873 

Yolkmann,  R.  :  Histology  of  muscular  carcinoma  V.A.  50  1870;  Bemerkungen 

ilber  die  vom  Krehs  zu  trennenden  GeschwUlste  Halle  1858 
Weber,  O.  :  Carcinoma  F.  A .  39  1867 
Wbil  :  Muscular  carcinoma  Utsterr.  med.  Jahrb.  1873 
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CHAPTER  XXVII 


THE  TENDONS.  SHEATHS.   AXD  BURSAE 


86.  The  tendons  proceeding  from  the  inuBcles  consist  of 
bundles  or  faacicles  of  dense  non-vascular  connective  tissue, 
bound  together  by  loose  vascular  interfascicular  tissue.  Exter- 
nally, the  fascicles  are  enclosed  in  a  fibrous  sheath  connected  with 
the  interfascicular  tissue. 

The  tsndon-shaatliB  are  membranous  envelopes  surrounding 
the  tendons,  but  almost  completely  separated  from  them,  within 
which  they  are  therefore  free  to  move  to  and  fro.  The  space 
between  is  lubricated  by  sjTiovial  liquid  secreted  by  the  sheath. 

The  non-vascular  tissue  of  the  tendinous  fascicles  is  not  liable 
to  primary  changes,  but  the  tendon  is  often  affected  by  extension 
of  disease  from  adjacent  parts,  and  the  tendon-sheaths  are  subject 
to  various  diseases  peculiar  to  themselves.  Wounds,  bruises, 
Btniins,  and  excessive  exercise  of  the  tendons  and  their  sheaths,  as 
well  as  inflammations  in  the  neighbouring  parts,  often  lead  to  tlie 
inflammatory  affections  known  as  tendiuitiB  and  tendo-vaglnitis 
(teno-synovitis). 

Haematogenous  inflammation  of  the  tendons  and  sheaths  is 
also  possible  when  matters  capable  of  exciting  inflammation  are 
conveyed  to  tlieni  by  the  blood,  such  as  pyogenic  micrococci, 
gonococci.  and  pueuraococci. 

In  acute  diy  tando-vaginltls  deposits  of  fibrin  are  formed 
upon  tlu!  inner  surface  of  the  sheaths,  so  that  when  the  hand  is 
placed  upon  tliem  a  rubbing  or  creaking  sensation  is  felt  as  the 
tendon  moves  to  and  fro.  The  condition  is  most  frequently 
observed  in  the  tendons  of  the  back  of  the  forearm  in  manual 
labourers. 

▲ente  purulent  tendo-vaginitlB  is  very  frequently  set  up 
after  injuries,  and  by  extension  of  purulent  inflammation  from  a 
contiguous  part  (as  from  a  whitlow  or  'felon').  It  is  indicated 
by  the  accumulation  of  pua  in  the  8j>ace  between  sheath  and  ten- 
don, and  by  cellular  infiltration  of  the  loose  interfascicular  tissue. 
The  tendon  itself  becomes  cloiuly  and  swollen  :  not  infrequently 
the  interfascicular  tissue  suppurates,  the  fibres  of  the  tendon  are 
loosened,  and  the  fascicles  fall  apart  and  become  necrotic.  If 
inflammation  recovers  without  necrosis,  adhesions  are  conmioi 
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formed  between  sheath  and  tendon ;  but  complete  restoration  of 
the  normal  relations  is  not  impossible. 

In  cases  of  gout,  urates  are  sometimes  deposited  in  the  tissue  of 
the  tendons,  and  induce  necrosis  or  inflammation  atcompanied  by 
the  formation  of  new 
fibrous  tissue.  The  tissue 
surrounding  and  between 
the  fascicles  undergoes 
active  proliferation,  and 
the  fascicles  are  forced 
asunder  by  the  growing 
cellular  tissue ;  the  parts 
encrusted  with  crystal- 
line deposits  are  at  the 
same  time  surrounded  by 
germinal  tissue  with  or 
without  giant-cells.    The 

ftrocess  might  according- 
y  be  described  as  prolU- 
eroiu  gottty  toadlnitiB 
and  tendo- vaginitis, 

Tubarcolons  tendo- 
▼agiiiltifl  is  met  with 
as  a  primary  affection, 
and  also  as  a  secondary 
result  of  tuberculosis  in 
contiguous  bones  or 
joints.  The  tubercles 
develope  mainly  in  the 
walls  of  the  tendon- 
sheaths,  and  their  forma- 
tion is  often  accompanied 
by  effusion  or  exudation. 
In  the  more  advanced 
stages  of  the  disease 
fungous  pus  -secreting 
granulations  are  formed 
and  cover  over  the  sur- 
face of  the  tendons.  At 
the  same  time  the  walls 
of  the  sheaths  become 
thickened  by  fibrous  hy- 
perplasia, and  by  the 
deposition  of  tubercles 
aii^ly  and  in  groups. 

Chronic  irritation  causes  an  increased  quantity  of  liquid  to  be 
secreted  by  the  sheath  of  a  tendon,  and  it  is  thereupon  distended 
into  a  kind  of  cyst ;  this  is  described  as  a  hygroma  of  the  tendon- 
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sheath,  or  hydrops  tendo-vaginalis.  It  is  commonest  in  the 
tendons  of  the  hand  (Fig.  173  bb^  dd{)^  and  especially  in  the 
sheaths  of  the  flexor  tendons  of  the  palm.  As  the  sheaths  pass 
under  the  anterior  annular  ligament,  the  swelling  is  constricted 
in  the  middle,  and  takes  the  shape  of  an  hour-glass  or  double  sac. 
In  some  cases  the  sheaths  of  the  digital  portions  of  the  flexor 
tendons  degenerate,  in  others  the  sheaths  of  the  back  of  the  hand, 
and  more  rarely  the  sheaths  of  the  tendons  of  other  muscles. 
Hygromata  of  the  tendon-sheaths  are  generally  symptomatic  of 
tuberculous  disease,  and  often  contain  so-called  rice-bodiaB  (ear- 
puscula  oryzoided).  These  are  small  loose  bodies  like  grains  of 
rice  or  melon-seeds,  and  are  derived  either  from  exfoliated  necrotic 
fragments  of  the  proliferous  sheaths  (Fig.  175),  or  from  fibrinous 
coagula.  They  are  composed  mainly  of  homogeneous  matter  or 
of  flaky  scales ;  sometimes  they  are  made  up  of  stratified  layers 
enclosing  a  few  cells. 

Divided  tendons,  if  they  do  not  suppurate,  are  re-united  by 
connective  tissue ;  this  does  not  exactly  correspond  in  structure 
with  the  original  tendon,  but  is  more  like  cicatricial  tissue,  with 
a  greyish-white  and  somewhat  duller  appearance.  Repair  is 
effected  by  proliferation  of  the  tendon-cells  and  of  the  surrounding 
fibrous  tissue. 

Arborescent  lipoma  is  a  very  rare  affection  of  the  sheaths  of 
the  tendons ;  it  consists  of  branching  papillomatous  outgrowths, 
containing  fat  and  growing  from  the  synovial  lining. 


According  to  Hirschsprung  (Jahrb.  /*.  Kinderheilk,  xvi  1881),  Troisier 
(Progrh  med.  1883-84  and  Union  mtd.  1884),  Rehn  (IV  Congr,  f.  inn.  Med. 
Wiesbaden  1886,  and  GerhardVs  Handb,  der  Kinderkrankh  iii)»  Barlow  and 
Warner  (Trans.  Intemat.  Med,  Congr,  London  iv  1881),  and  Prior  (MUnck' 
ener  med.  Woch.  1887),  nodules  from  the  size  of  a  pin's  head  to  that  oi  a  bean 
are  apt  to  develope  in  the  course  of  articular  rheumatism  (nodular  rheumatism) 
withm  the  circumarticular  ligaments  and  tendons,  on  the  periosteum,  and  on 
the  subcutaneous  aponeuroses.  These  rheninatio  noduleB  persist  but  a  short 
time,  and  are  composed  of  germinal  fibro^ellular  tissue.  They  commonly  dis- 
appear within  two  months  at  most. 

References  on  the  Morbid  Anatomy  of  Tendons  and  Sheaths. 

Adams  :  On  the  reparative  process  in  human  tendons  after  subcutaneous  division 

London  1860 ;  Trans,  Path.  Soc.  xxi  London  1871 
Beltzow  :   Development  and  repair  of  tendons  A,f.  mikrosk.  Anal,  xxii 
Beger:  Tul>erculosi8  D.  Z,f.  Chir,  xxi  1884 
Berk  ART :  Pathology  of  the  gouty  paroxysm  B,  M,  J.  1 1895 
Billroth  :  Regeneration  of  tendons  Beitrdge  z.  path,  HistoL  Berlin  1858 
Boner  :  Regeneration  of  tendons  V.  A,l  1853 
Bubse:  Repair  of  tendons  D.  Z.f,  Chir.  xxxiii  1892 
Cazanow  :  White  tumours  of  the  synovial  sheaths  TKkse  Paris 
DoMBOwsKi :  Repair  after  tenotomy  Inaug,  Diss,  Konigsberg 
Ginsburg  :  Inflammation  and  regeneration  of  tendons  V.  A.  SS 
Ha  ECKEL:  Lipoma  arborescens  Cent,/,  Chir.  1888 
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Jacobt  and  Goldmann  :  Tendovaginitis  suppurativa  gonorrhoica  Beitr&ge  von 

Bruns  xii  1894 
PiROOOFF :   Utber  die  Durchschneid.  der  Achillessehne  Dorpat  1840 
Schuchardt:  Tuberculosis  and  syphilis  of  tendon-sheaths  F.  A,  135  1894 
Verneuil  :  Tuberculosis  Gaz,  des  hop,  1860 
Tiering  :  Regeneration  of  tendinous  tissue  V.  A.  125  1891 

References  on  Hygroma  of  the  Sheaths  and  Bursae. 

GARRk :  Primary  tenosynovitis  Beitrdge  von  Bruns  vii  1891 

GoLDM ANN :  Rice-like  bodies  of  the  sheaths  and  bursae  Ziegler's  Beitrdge  yu 

1890 
HoEFTMAN :  Ganglion  and  chronic  fungous  tenosynovitis  (proliferous  hygroma) 

Inaug,  Diss.  Konigsberg  1876 
Lakdow  r  Fibrin  and  its  transformations  in  hygroma  of  the  sheaths  Langen- 

beck's  Arch.  XLVii  1895 
Neumann,  £. :  Picrocarmine-staiuing  in  the  study  of  inflammation  A,  f.  mikr, 

A  nat.  xvui  1880 
KiCAiSE,  PouLBT,  and  Vaillard  :    Tuberculous  nature  of  hygromata  and 

tenosynovitis  with  rice-like  bodies  Rev.  de  chir.  1885 
Schuchardt:  Rice-like  bodies  in  sheaths  and  joints  V.  A.  114  1888 
Weichel  :  Ganglion  crepitans  Acrelii  Inaug.  Diss.  Giessen  1858 

87.  The  bursae  are  saccular  cavities  containing  clear  synovia 
and  enclosed  by  a  fibrous  membrane  with  a  smooth  inner  surface, 
and  situated  in  the  connective  tissue.  They  are  formed  in  places 
where  the  muscles  or  tendons  move  over  bony  parts,  or  where 
skin,  fasciae,  and  muscles  are  continually  exposed  to  pressure  and 
slipping  movement.  They  are  thus  to  some  extent  acquired 
structures;  and  accordingly  some  of  them  are  inconstant,  while 
others  develope,  in  special  circumstances,  in  parts  that  ordinarily 
do  not  possess  them. 

In  acute  inflammation  of  the  bursae,  variously  termed  acute 
buzBitis  or  acute  hygroma,  a  serous,  sero-fibrinous,  or  purulent 
effusion  is  poured  out  and  distends  the  sac,  and  thus  a  fluctuating 
tumour  is  formed.  The  inflammation  usually  arises  from  contu- 
sions, woiinds,  or  bruises,  more  rarely  from  haematogenous  infec- 
tion. Purulent  inflammation  sometimes  extends  from  the  bursa 
to  contiguous  parts. 

Chronic  bursitis  most  frequently  takes  the  form  of  a  collection 
of  liquid  in  the  bursal  sac  (hydrops  bursarum  or  hygroma).  At 
first  the  contents  of  the  sac  are  usually  mucilaginous  and  viscid; 
later  on  they  become  thinner  and  more  limpid,  losing  their  muci- 
laginous character.  Few  hygromata  exceed  the  size  of  a  middle- 
sized  apple,  though  much  larger  cysts  have  more  than  once  been 
observed. 

The  commonest  seat  of  hygroma  is  in  front  of  the  patella 
('housemaid's  knee');  here  it  is  due  to  cystic  degeneration  of 
the  prepatellar  bursa,  a  sac  consisting  of  three  intercommunicating 
pouches. 

The  wall  of  the  hygroma  is  usually  thin ;  but  if  the  condition 
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is  of  long  Btanding  it  may  be  considerably  thickened  (Fig.  174), 
and  may  afterwards  acquire  a  dense  acar-like  consistence,  with 
here  and  there  patches  of  calcification.  Deposits  of  urates  have 
been  observed  in  the  bursae  in  cases  of  gout.  At  times  the  wall 
is  notably  thickened  from  the  out- 
set, and  then  the  amount  of  liquid 
present  in  the  sue  is  small. 

Bursal  hygromata  occasionally 
contain  rice-like  bodies  (Fig.  174), 
resembling  those  found  in  the  hy- 
gromata of  the  sheaths  of  tendons. 
They  consist  of  flaky  (more  rarely 
stratified)  homogeneous  masses 
(Fig.  175  c  6),  and  sometimes  en- 
close spindle  -  cells.  They  arise 
either  by  the  exfoliation  of  circum- 
scribed hyaline  necrotic  patches 
from  the  wall  of  the  hygroma,  or 
from  fibrin  deposited  from  the  ex- 
udation in  the  form  of  free  lenticular  grains,  which  become  adher- 
ent to  and  gradually  coalesce  with  tlie  cyst-wall.  They  are 
usually  indicative  of  tuljereulous  disease.  Occasionally  the  eysl- 
■wall  produces  villous  outgro\rtlis  in  the  form  of  small  peduncu- 
lated filirous  grains  ;  these  become  necrotic  and  fall  away  from 
their  filamentous  peduncles,  and  may  thus  give  rise  to  the  loose 
rice-like  bodies  in  question.  When  the  linger  is  pressed  upon 
one  of  these  hygromata  filled  with  loose  bodies,  a  peculiar  feeliog 
of  crepitation  is  perceived:  such  a  cyst  is  accordingly  described 
as  a  crepitant  ganglion. 

In  rare  cases  nodules  of  fibrous  tissue  or  of  proliferous  cartilage 
are  developed  in  the  walls  of  hygromata,  and  lead  to  the  formation 
of  loose  bodies  varying  in  size  from  that  of  a  pea  to  that  of  a 
chestnut. 


{XalKTal  rize} 
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Haemorrhages  may  occur  both  in  previously  normal  bursae 
and  in  hygromata,  as  a  result  of  injury  or  of  some  disturbance  of 
the  circulation.  Such  haemorrhages  are  accompanied  by  more 
or  less  copious  precipitation  of  nbrin,  and  give  rise  to  bursal 
haematomata. 

TnbercalonB  inflammation  of  the  bursae  may  be  either  a 
primary  or  a  secondary  affection.  The  development  of  tubercles 
in  the  wall  of  the  sac  is  sometimes  associated  with  serous  effusion, 
producing  tobercnloiiB  hygroma.  Fungous  granulations  appear 
upon  the  inner  wall  of  the  sac  in  the  more  advanced  stages  of 
the  process,  the  wall  thereby  becom- 
ing thickened  and  permeated  by 
gninulomatous  growths  tliat  after- 
wards undergo  caseous  degenera- 
tion. 

A  ganglion  is  a  round,  oval,  or 
lobate  cyst,  varying  in  size  from 
that  of  a  pea  to  that  of  a  pigeon's 
egg,  and  containing  a  reddish -yellow 
crystalline  jelly,  or  a  mass  of  colloid 
matter.  According  to  the  investi- 
gations of  Ledder HOSE,  the  ganglion 
is  really  a  new- formation,  usually 
appearing  in  the  tissue  immediately  adjacent  to  a  joint,  more  rarely 
at  some  little  distance  from  it,  and  due  to  gelatinous  or  colloid 
degeneration  of  the  connective  tissue  and  to  the  coalescence  of 
numerous  smaller  cavities  filled  with  the  gelatinous  matter  so  pro- 
duced. On  the  dorsal  aspect  of  the  intercarpal  joints  the  gtinglion 
usually  lies  either  above  the  apace  between  the  trajiezoid  and  the 
OS  magnum,  or  over  that  between  the  scaphoid  and  the  semilunar 
bone.  The  formation  is  probably  induced  by  the  chronic  recur- 
rence of  slight  mechanical  injuries.  It  sometimes  disappears  spon- 
taneously by  the  absorption  of  its  contents. 

Reftrenctt  on  Dittattt  of  the  Bursae  and  on  Ganglion. 

Babweix;  DUtatts  o/thej'oinli  London  18C1 

Falkson  :  Gauglion  and  fungous  Wiiosynovitis  Lanijenbect's  Arch,  xxxtl  16BS 

Heinkke:  Die  Analomie   vnd  Pathologie  der  Sckleimbeulel  and  Se/ineiifcheiden 
Erlu)geDia68 

LKDDUtHOBE:  Aetiology  of  carpal  ganglia  D.  Z.  f.  Ckir.  37  1893  (with  refer- 

ene«B} 
HiCBON :  Tumours  of  the  fore-arm  Thhe  Paris  1851 
RiEDEi.:  Tuberculosis  of  the  bursae  i).  Z./.  CAiV.  10, 11 
Schuchardt:  Origin  of  subcutaneous  hygroma  K.  .I.  121 1890 
Teichmawx  :  The  theory  of  ganglion  laaug.  Diss.  Gottingen  18S6 
TRBHDKLEirBURO :  Langetibeck'g  Arch,  xxi 

ViBCHOW ;  Wflrafturyer  Vtrhandlungen  ii  1851,  and  Die  krankhaften  GfiehwUiile  i 
VoQT :  Deut»die  Chirurgie  part  84  1881 
VoLKMAinf  :  Pidut  and  Billroth'*  Handh.  d.  Chirurgie  ii  Erlangen  1873 
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CHAPTER  XXVIII 


THE  SPINAL  CORD  AND  ITS  MALFORMATIONS 


88.  The  spinal  cord  has  the  form  of  a  somewhat  flattened 
cylinder,  and  is  composeJ  of  white  and  grey  matter.  The  white 
matter  invests  the  exterior,  while  the  grey  matter  lies  in  the  in- 
terior and  extends  uninterruptedly  throughout  the  entire  length 
of  the  curd. 

The  grey  matter  has  in  transverae  sections  the  form  of  an  H 
(Fig.  178),  with  two  anterior  (c.a.)  and  two  posterior  (<;.;i.) 
horns,  and  a  middle  connecting  portion,  the  grey  commissure. 
The  grey  commissure  encloses  a  tubular  cavity  liiit-d  witli  fvliri- 
drical  cells,  the  central  canal  (cc),  which  divides  the  commis- 
sure into  an  anterior  and  a  ]>osterior  portion.  The  anterior  horns 
are  throughout  more  voluminous  than  the  posterior,  though  their 
size  and  configuration  vary  considerably  in  the  different  segments 
of  the  cord.     They  are  smalleat  in  the  thoracic  region. 

In  tlie  lower  cervical  and  upper  thoracic  portions  of  the  cord 
the  anterior  horn  has  a  lateral  process  opjiosite  the  grey  commis- 
sure (c./.)  described  as  the  intermedio-lateral  tract,  or  lateral  hom. 
Numerous  minor  processes  radiate  from  the  margins  nf  tin.'  grey 
matter  into  the  white;  these  have  been  called  septula  medullaria. 
On  the  outer  side  of  the  neck  of  the  posterior  burn,  beliind  the 
lateral  horn,  is  a  network  of  grey  mutter  ii iters persi?d  witb  white, 
which  has  received  the  name  of  processus  roticnlaris. 

At  the  apex  of  the  posterior  born  is  the  gelatinona  substance 
of  Rolando,  wbicb  cintains  ganglion-cells,  and  passes  anteriorly 
into  tlif  spongy  substance  of  the  posterior  horn. 

The  anterior  roots  of  tlie  spinal  nerves  take  their  exit  from 
the  apex  <■(  ili.'  antniur  borns,  the  posterior  roots  enter  at  the 
apex  of  till'  ]instri-iMr  li.irns. 

The  white  matter  in  each  half  of  the  cord  consi.sts  es.sentially 
of  longiLiidiiiul  nieduUaied  nerve-fibres  embedded  in  a  fibrous 
supporting  structure,  and  is  divided  by  the  grey  matter  into 
three  main  portions,  of  wbii'b  tiiat  medial  to  the  anterior  root  ifl 
known  as  the  anterior  column,  that  medial  to  the  posterior  horn 
and  root  as  the  posterior  column,  and  tliat  between  the  anterior 
and  posterior  horns  aa  the  lateral  column. 


IJ 
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The  paT  mKttoir  abounds  in  ganglion-cells  and  fine  and  coane  nerre-fibrM, 
which  are  supported  by  tlie  neoroKlla.  Around  the  central  canal  is  a  rasM  of 
tissue  known  as  the  anbatantla  galBtiiioaa  oentralla,  composed  esoentiklly  at 
neuroelia  and  containing  no  ganglion-cells. 

The  neuroglia-celU  (Deltera'  oella  or  astrocytes)  consist  of  a  small  cell- 
body  and  numerous  fine  filamentous  processes;  most  of  these  processes  Are  of 
no  great  length,  in  other  words  the  majority  of  the  stellate  neurogtiB-cells  srs 
of  tne  short-rayed  type.  Among  the  neuroglia-cells  must  also  be  reckoned  the 
cylindrical  cells  lininr 
the  central  canal,  eacK 
of  which  terminates  in 
a  thread-like  process. 
The  gangjlon-oella 

cytes)  aie  mostly  uni- 
polar, having  only  one 
axis-cylinder  or  polar 
process  (axon  or  neur- 

deiidritic  protoplasmic 
processes  (dendrites), 
which  anastomose  and 
interlace  into  &  close- 
meshed  felt.  Accord- 
ing to  the  function  of 
the  cells,  and  the  course 
of  their  polar  processes, 
various  kinds  of  gan- 
glion-cells are  distin- 
guisfaed  as  motor,  com- 
missural, etc.  (GoLGi, 
Rauon  y  Cajai.,  KOlr 

LIEER,  LENHOeetK). 

The  motot-oeUa  lie 
in  two  groups  in  the 
cervical  and  lumbar  r»- 
gions,  in  one  group  in 
the  thoracic  region,  of 
the  anterior  horn. 
They  are  very  large, 
and  each  gives  origin 
to  a  nerve-fibre  that 
passes  forward  and 
obliquely  dowiiw^rda, 
and  oecomes  the  axia- 
cylinder  of  the  anterior 
root  of  a  motor  nerve 
(Fig.  177). 

Each  of  the  oom. 
mlaanral-oella  sends 
its  polar  process  through  the  anterior  commissure  to  the  anterior  column  of 
the  opposite  side  (Fig.  177);  here  it  divides  into  an  ascending  and  a  descend- 
ing trunk-fibre,  each  of  which  at  different  levels  gives  off  branch'^bres  to  the 
grey  matter,  and  at  leneth  ends  in  branches  of  the  same  kind. 

The  traot-oella  which,  partly  scattered,  partly  in  groups,  are  situated  in 
the  central  part  of  the  anterior  horn  and  in  the  latersj  and  posterior  honUi 
send  their  axis-cylinder  processes,  after  these  have  given  oil  fine  eoUateral 
twigs  into  the  grey  matter,  into  the  anterior,  the  lateral  or  the  posterior  colama 
(Fig.  177).    There  each  process  divides  into  ascendiug  and  a  deaoending  tmnt 
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fibre,  e4cb  of  which  at  difierent  levels  givet  off  lateral  and  terminal  bruiohes 
to  the  grey  matter  of  the  corresponding  side. 

The  oombluatloD-ceUa  of  Kamon  y  Cajal  have  axia-cylinder  proceaies 
that  subdivide  within  the  grey  niatl«r  in  which  thev  lie,  sending  one  branch  to 
the  anterior  column  of  the  aame  side,  the  other  to  that  of  the  opposite  side. 

The  Intarior-oella,  which  are  found  only  in  the  posterior  boms  (Fig.  177),. 
have  each  an  axi»«ylinder  process  which  subdividee  luto  fine  terminal  branches 
within  the  grey  matter  of  the  same  or  of  the  opposite  side  (GoLOl). 

Thf  root-BatiBUon  oalla  lie  in  the  ganglionic  etilargements  of  the  posterior 
roots,  and  each  baa  a  ixilar  process  which  divides  close  to  its  origin  mto  two 
fibres,  one  with  a  peripheral  and  the  other  with  a  central  course.  These  cells 
■re  therefore  sometimes  regarded  as  bipolar  (Fig.  177).  The  fibre  which  entera 
the  cord  through  the  posterior  root  divides  again  into  an  ascending  and  ft 
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(eomu  anttriua)  anterior  bom 
ieomu  laterale)  lateral  horn 
,     {eomu  potUrlut)  posterior  horn 
.    central  canal  In  the  grey  cummiuuce 
,    anterior  white  commUgure 
.    (nuftz  anterior)  anterior  root 
{radix  poilerior)  posterior  root 
Iflttura  longitudini^U  anterior)  an- 


/.gr.    i/unicuiui  gmcilii)  Ooil'icolumn 
/.en.    (fiinieiiluM   eujiecUiu)  Buidoch's 
colmnn 
Sib    (Klrinhimseitenba/in)  direct  cei- 

Fib     (Pyramiitalifitenbahn)     crossed 

njrHmliial  tract 
Pvb    {PjiramidalBorderbalin)      direct 
nyramldsl  tract 
u.  W.t.     ( vordrrf     Wurzflzone)    anterior 
radicular  zone 

descending  tmnk.  Each  of  these,  after  giving  off  collateral  branches  to  the 
grey  matter  at  different  levels  of  the  cord,  ends  in  terminal  branches  within 
the  grey  matter,  and  so  effects  direct  connexion  between  the  root^^nglia  and 
the  ganglion H3ells  (including  the  motor-cells)  of  the  grey  matter  of  the  cord. 

The  whlta  mattar,  which  consists  chiefly  of  longitudinal  medullated  nerve- 
fibres  of  various  thicknesses,  has  a  supporting  framework  composed  partly  of 
connective  tissue  accompanying  the  blood-vessels,  partly  of  neuroglia  whose 
stellate  cells  (aatroblosts)  are  long-rayed,  having  many  long  processes  as  well 
SB  short  ones  which  twine  about  the  medullary  sheaths  of  the  nerve-fibres. 
Aocording  to  their  function  and  their  course,  various  tracts  or  syBtems  of  fibres 
an  dirtingiiiahed  in  the  white  matter. 
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The  motor  pTiunldal  traota  have  their  orinn  iu  the  motor  region  cf 
the  cerebral  cortex,  and  pass  through  the  iatemal  capsule,  the  cms,  ftod  the 
pons,  into  the  medulla  oblongata,  where  most  of  the  fibres  cross  to  the  other  ride 
at  the  decuuiation  of  the  pyramids.  The  crossed  portion  passes  downward  m 
the  oroiaed  pyramidal  tract  ia  the  posterior  part  of  the  lateral  coluton,  the 
.  uncrossed  portion  as  the  dlraot  pTramldal  traot  (column  of  TiJRCK)  in  the 
medial  part  of  the  luiterior  column.  Koth  tracts  are  connected  with  tne  ante- 
rior horn  of  the  correspondinK  side  (LK.xHOSSfiK)  at  Tarioue  levels  by  mettu 
of  tine  collateral  and  terminal  orancbes  given  ofi  by  the  fibres,  which  U  ~ 
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:  tuniculos  gracill 
funi  cuius  cuaeal 
restilorm  body 


of  tbatri- 


1    Inferior  cerBbellar  peduncle 
rrus  uerebelti  ad  puDtem  or  middle 

cerebellar  peduncle 
crus  oereb(!lli  nd  curpura  qusdrlReiu- 

\na  or  superior  cerebellar  peduncle 
ci>rpus  quadrigeminuoi  poBlicum 


Vi  nudeos  ol  the  m     .    . 

[aelal  (trlgemlnas)  ncKn 
VI   oucleoiol  the  abdoceosocuU  mm 
VII   nuclens  o(  the  facial  nerve 
XI   nucleus  of  the  spinal  accessor;  htt* 
XII    niicleuB  ol  the  hypoglossal  nerve 
Vi  uppersensorfDocleusof  the  trifacial 

V,  lowersensoryDDcleusof tbetritactal 


X    nucleus  of  the  vagns  nerve 

in  minute  ramifications  within  the  anterior  columns.  Often  all  the  fibres  of 
the  direct  pyramidal  tracts  end  before  they  have  got  beyond  the  cervical  and 
thoracic  segments  of  the  cord. 

The  dlreot  oerebellar  tracta  have  their  orif^in  in  groapa  of  ganglion-cella 
that  lie  at  the  inner  side  of  the  neck  of  the  posterior  horn  (Clabkb's  wealcnlar 
oolunm  and  Stili.ing's  nucleus),  and  are  best  developed  in  the  thoracic  n- 
gion.     After  they  ent«r  the  lateral  columns  they  give  ofi  collalentl  \ 
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passing  downwards,  and  ascend  along  the  outer  border  (Fig.  178  Ksh)  of  the 
lateral  columns  to  the  superior  vermis  of  the  cerebellum. 

The  remaining  regions  of  the  anterior  and  lateral  columns  have  been 
named  by  Flechsio  the  anterior  ground-bundle,  the  lateral  ground-bundle, 
and  the  lateral  limiting  tract,  respectively.  The  last-named  is  situated  between 
the  crossed  pyramidal  tract  and  the  posterior  horn.  Bechterew,  passing  from 
before  backwards  and  from  within  outwards,  describes  the  succession  of  parts 
thus :  the  anterior  ground-bundle,  the  lateral  gi'ound-bundle,  the  fibres  oi  the 
lateral  tract,  the  antero-lateral  tract  (Gowers'  bundle,  anterior  to  the  direct 
cerebellar  tract),  and  the  medial  bundle  of  the  lateral  column.  These  all  have 
their  centres  in  the  grey  matter  of  the  cord,  and  passing  partly  upward,  partly 
downward,  give  off  collateral  branches  and  end  at  different  levels  in  the  grey 
matter.  Gowers'  bundle  contams  chiefly  ascending  fibres,  which  arise  from 
cells  partly  in  the  anterior  horns,  partly  in  the  central  zone  of  the  grey  matter. 
Their  terminal  ramifications  have  not  been  made  out. 

In  the  posterior  columns  we  distinguish  the  postero-external  column 
of  Bordach  or  funiculus  cuneatus  (Fig.  178  fc,  n.),  placed  externally,  and 
the  postero-intemal  column  of  GoU  or  funiculus  gracilis  (f'Qr.),  placed 
medially.  They  both  chiefly  include  radicular  fibres  from  the  root-ganglia, 
which  divide  and  pass  partly  upward,  partlv  downward,  and  from  point  to  point 
during  their  course  give  off  collateral  branches  to  the  grey  matter.  The  descend- 
ing branches  terminate  after  a  short  course,  the  ascending  branches  are  of  various 
lengths.  Some  of  the  longer  fibres,  passing  into  the  column  of  Goll,  give  off 
collateral  branches,  and  extend  as  far  as  the  clavate  nucleus  of  the  funiculus 
^acilis  in  the  medulla.  Others  end  in  the  nucleus  cuneatus,  others  in  the 
vesicular  column  of  Clarke,  and  others  again  in  the  grey  matter  of  the  posterior 
and  anterior  horns  of  the  same  side.  A  few  pass  through  the  posterior  grey 
commissure  to  the  opposite  side. 

Besides  the  radicular  fibres,  the  posterior  columns  contain  some  few  fibres 
from  the  grey  matter.  In  the  posterior  roots  are  also  some  outgoing  fibres  pass- 
ing to  the  root-ganglia. 

The  medulla  oblongata  forms  the  meeting-place  of  spinal  cord  and  brain, 
and  here  accordingly  the  cord  undergoes  certain  changes  of  structure  and  con- 
figuration. First,  the  central  canal  is  displaced  dorsally  and  opens  out  into  the 
fourth  ▼entricle  (Fig.  179).  Secondly,  the  grey  matter  is  as  it  were  redis- 
tributed, white  and  grey  forming  between  them  peculiar  reticulations  and  dis- 
crete aggregations  oi  ganglion-cells,  which  give  origin  to  the  cerebral  nerves 
(Fig.  179  III-X). 

Accompanying  the  dispersal  of  the  grey  matter  there  is  displacement  of  the 
(X)nductine  tracts  of  white  matter.  The  crossed  pyramidal  tracts  at  the  decus- 
sation of  the  pyramids  pass  over  to  the  opposite  side  and  assume  a  ventral  posi- 
tion, whUe  the  short  connecting  tracts,  that  unite  different  parts  of  the  grey 
matter,  sink  deeper  into  the  interior.  The  column  of  Goll  and  the  column  of 
Burdach  pass,  as  the  funiculus  gracilis  (Fig.  179  o)  and  funiculus  cuneatus  (h), 
U>  the  side  of  the  fourth  ventricle,  ana  form  witn  the  dii-ect  cerebellar  tracts 
and  the  arcuate  fibres  of  Solly  the  restiform  body  (c),  and  farther  on  the 
Inferior  peduncles  of  the  cerebellum  (e), 

Fresn  masses  of  grey  matter  now  make  their  appearance,  and  form  the 
mbstratum  of  the  olives,  the  parolivary  bodies,  the  nucleus  gracilis,  the  nucleus 
;uneatu8,  and  other  like  structures.  Arcuate  fibres  also  are  seen  along  with 
he  longitudinal  fibres ;  they  lie  partly  on  the  exterior  and  partly  in  the  interior 
trata  and  are  interlaced  with  the  longitudinal  fibres. 
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Iteferences  on  the  Structure  of  the  Spinal  Cord  (see  also  Art.  106). 
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89.  The  malformations  of  the  spinal  cord  that  are  associated 
with  malformations  of  the  vertebral  canal  are  dealt  with  in  the 
volume  on  General  Pathological  Anatomy.  When  the  vertebral 
canal  is  normally  formed,  the  spinal  cord  is  seldom  malformed  to 
any  great  extent;  frequently,  however,  it  exhibits  minor  devia- 
tions from  the  normal  condition,  some  of  which  are  associated  with 
disorders  of  its  function. 

The  external  form  of  the  spinal  cord  is  seldom  much  altered; 
but  cases  of  abnormal  slenderness  and  shortness  (micromyelia), 
of  local  defects  and  partial  duplications  (diastematomyelia), 
and  of  asyxnmetry,  are  now  and  then  met  with.  Defects  of 
single  nerve-roots  are  not  infrequent. 

The  cause  of  abnormal  slenderness  and  of  asymmetry  of  the 
cord  is  in  part  defective  development  of  particular  tracts,  in  part 
unequal  distribution  of  the  pyramidal  tracts,  the  fibres  of  one  side 
crossing  entirely,  or  nearly  so,  at  the  decussation  of  the  pyramids, 
while  most  of  the  fibres  of  the  other  tract  descend  on  the  original 
side. 

Defective  development  of  the  tracts  is  sometimes  primary 
and  sometimes  secondary;  both  forms  are  met  with  in  the  poster- 
ior columns  (Kahler,  Westphal,  Jaderholm,  Schultze),  as 
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well  as  in  the  others  (K abler,  Pick,  Westphal,  Flechsig, 
Furstner).  The  defect  may  at  a  later  period  form  the  starting- 
point  of  a  progressive  disease.  The  causes  of  primary  agenesis 
and  hypoplasia  are  for  the  most  part  beyond  our  knowledge:  the 
secondary  varieties  are  chiefly  due  to  absence  or  imperfect  develop- 
ment of  the  centres  or  terminal  organs  connected  with  the  tracts  in 
question,  or  to  separation  of  these  from  their  centres.  For  exam- 
ple, agenesis  or  destruction  of  the  motor  area  of  the  cortex  cere- 
bri causes  incomplete  development  or  even  destruction  of  the 
corresponding  pyramidal  tracts.  Sometimes  defective  develop- 
ment of  the  tracts  and  centres  occurs  in  connexion  with  other 
local  developmental  defects,  such  as  imperfect  formation  of  the 
central  canal  and  the  structures  surrounding  it. 

Abnormal  arrangement  of  the  grey  matter  and  displacement 
of  certain  parts  of  it  into  the  white  matter,  a  condition  known  as 
heterotopia,  may  occur  in  any  portion  of  the  cord,  and  result  in 
very  marked  abnormality;  the  condition  is,  however,  infrequent. 
It  should  be  noted  that  post-mortem  mechanical  injury  of  the  cord 
may  occasion  distortions  and  displacements  of  the  grey  matter 
that  look  very  like  such  heterotopic  malformations. 

Abnormality  of  the  central  canal  and  of  the  grey  commissnre 
is  not  uncommon;  it  chiefly  takes  the  form  of  morbid  enlarge- 
ment and  partial  duplication  of  the  canal,  and  of  morbid  over- 
growth of  the  neuroglia  of  the  grey  commissure  with  the  formation 
of  cysts  of  disintegration  in  the  proliferous  tissue  (compare  Hydro- 
myelia  and  Syringomyelia,  and  Multiple  Sclerosis,  Arts.  95  and  96). 
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CHAPTER  XXIX 
DEGENERATION  AND  INFLAMMATION  OF   THE    SPINAL  CORD 

90.  The  nerve-fibres  and  the  ganglion-cells  of  the  cord  are 
structures  that  are  exceedingly  sensitive  to  injurious  influences, 
and  the  nerve-fibres  in  particular  are  very  easily  destroyed.  In 
many  cases  the  causes  of  atrophy  and  degeneration  of  the  nerv- 
ous elements  of  the  cord  and  medulla  oblongata  can  be  determined 
with  certainty  from  the  course  of  the  disease  and  the  morbid 
changes  discovered ;  but  in  other,  and  these  not  infrequent  cases, 
the  cause  cannot  be  made  out.  Marasmus  or  general  wasting 
from  old  age  or  disease,  and  general  anaemia,  may  induce  simple 
atrophy  or  degenerative  changes ;  and  long-continued  disuse  or 
cessation  of  function  also   causes  considerable  wasting   in  the 
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(From  YON  Kahlden) 
a    normal,  b    atrophic,  anterior  horn 


nerve-tracts  concerned.  For  example,  amputation  of  a  limb  gives 
rise,  after  an  interval  of  some  years,  to  perceptible  atrophy  oi  the 
posterior  columns  and  sensory  roots,  of  the  anterior  horns  (Fig. 
180  6)  and  vesicular  columns  of  Clarke,  and  often  of  the  motor 
tracts  of  the  corresponding  side,  the  atrophy  being  manifested  by 
diminution  in  size  and  in  number  of  the  ganglion-cells  (6)  and 
nerve-fibres.     The  number  of  nerve-elements  thus  lost  is  usually 
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greater  in  young  persons  than  in  adults,  and  is  greatest  of  all 
whm  the  peripheral  organs  have  been  destroyed  during  intra- 
uterine life. 

A  further  cause  of  degeneration  of  nervous  tissue  is  found 
ID  diBorders  of  the  drcnlation ;  and  Ischaemla  from  arterio- 
gclerosia,  hyaline  arterial  degeneration,  thromboais,  or  emboliBm, 
gives  rise,  as  does  also  haemorrhage  by  rupture  or  by  diapedesis, 
to  a  marked  local  degeneration  of  the  cord  known  as  Ischaemlc 
and  hasmorrhagic  myelomalacia.  It  is  very  probable  that 
lliere  are  many  poisonons  Bubatancea  which  are  capable  of 
inducing  not  only  functional  disturbance  but  also  degenera^ve 
changes  in  the  central  nervous  sys- 
tem, and  particularly  in  the  spinal 
cord.  At  any  rate,  in  many  diseases, 
sQch  as  chronic  tuberculosis,  diabetes, 
and  syphilis,  degeneration  of  the  cord 
is  a  not  uncommon  symptom,  and  is 
hardly  otherwise  to  be  explained  than 
on  the  assumption  that  not  only  the 
general  anaemia,  but  also  the  presence 
of  special  noxious  substances  in  the 
blood,  have  a  degenerative  effect  on 
the  nerve-fibres.  Moreover,  it  has 
been  demonstrated  by  Tuczek  that 
chronic  ei^tin-poisoning  induces  in 
man  a  typical  degeneration  of  the 
posterior  columns.  This  shows  that 
poisons  do  exist  outside  the  body, 
which,  when  ingested,  exert  a  degen- 
erative action  on  the  central  nervous 
system.  A  like  action  on  the  ganglion- 
cells,  and  especially  on  the  motor-cells, 
is  ascribed  by  many  authorities  to 
arsenic,  lead,  and  mercury. 

Among  the  most  common  causes 
of  degeneration  of  the  cord  are  tran- 
matic  iujmies  and  gradual  comprea- 
■ion.  The  former  result  chiefly  from 
fracture  and  dislocation  of  the  spinal  column,  with  consequent 
protusion  of  bone  into  the  vertebral  canal  (Fig.  181),  or  displace- 
ment of  the  vertebral  bodies  and  arches  (Fig.  90),  whereby  the 
cord  is  nipped  and  lacerated.  Mere  contusion  or  severe  concussion 
of  the  spine  may  also  give  rise  to  textural  change  and  degenera- 
tion of  the  cord,  and  of  course  cuts,  stabs,  and  gunshot  wounds 
are  capable  of  destroying  its  structure. 

From  the  researches  of  LBYDEy  and  Nikiforopf  it  appears 
that  the  rapid  variations  of  atmospheric  proBsore  to  which 
divers  and  caisson  workers  are  subject,  when  they  come  up  from  a 
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great  depth  to  the  surface,  are  apt  to  cause  destruction  of  the 
substance  of  the  cord,  with  laceration  of  the  nerve-fibres.  The 
cause  is  probably  the  rapid  liberation  into  the  tissues  of  bubbles 
of  nitrogen  absorbed  by  the  blood  under  the  high  pressure  to 
which  it  is  exposed. 

Compression  of  the  cord  is  most  frequently  occasioned  by 
tuberculous  proliferation  in  the  epidural  space,  by  tumours  (Fig. 
182),  and  by  displiicement  of  the  vertebrae  or  collapse  of  their 
bodies  from  caries.  The  compression  ensues  sometimes  very 
gradually,  sometimes  rapidly  ;  indeed,  between  compression  and 
crushing  no  sharp  line  of  distinction  can  be  drawn.  When  tbe 
compression  increases  but  slowly,  the  degeneration  is  chiefly  dm 
to  interference  with  the  circulation  of  tbe  blood  and  lymph. 


F:a.  182.    CoMpREsi 


(preparation  hardened  in  Maller't  fluid  anil  alcohol,  embedded  and  eul  in  eelloidin, 

tiained  leilh  haematoiylin  and  carmine,  and  moitnttd  in  Canada  baliam  :  x  4) 

a    dura  mater  d  d\    transverse  wctton  through  tbe  u>- 

b    compreiwed  cord  t«iior  roots 

c    venous  spaces  e  «!     transverse  section  tbrotigh  il»  po*- 

In fl amm ati ona  of  the  substance  of  the  cord  or  of  the  pia 
mater  lead  in  the  first  instance  to  local  degeneration  within  the 
infiltrated  region  ;  they  may  however  give  rise  to  more  extensive 
degeneration,  especially  when  wide-spread  oedema  accompanies 
the  local  cellular  infiltration.  For  example,  purulent  or  tuber- 
culous spinal  meningitis  mav  1>e  combined  with  oedema  involving 
the  whole  of  the  cord  (Art.  103,  Fig.  209),  whereby  its  sectionu 
diameter  may  be  doubled. 

The  cansea  of  inflammation  of  the  cord  are  of  many  kinds; 
and  according  to  tbe  nature  of  the  inflammatory  irritant  and  its 
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mode  of  action  we  may  classify  the  several  varieties  as  traumatic, 
infective,  toxic,  haematogenous,  lymphogenous,  and  conducted 
or  secondary.  Inflammation  is  frequently  caused  by  the  forms 
of  degeneration  already  referred  to,  since  the  more  intense  local 
degenerations  are  apt  to  be  combined  with  exudative  processes, 
and  in  the  later  stages  with  hyperplastic  proliferation.  It  is  thus 
impossible  to  draw  a  sharp  line  between  simple  degenerations  and 
inflammations,  and  accordingly  the  term  myelitis  has  been  applied 
both  to  processes  that  from  the  outset  are  characterised  by  inflam- 
matory exudation,  and  to  others  that  begin  as  degenerations  and 
only  in  the  later  stages  of  their  course  are  combined  with  morbid 
exudation  and  proliferation. 

References  an  Atrophy  of  the  Spinal  Cord  from  Loss  or  Under- 

growth  of  the  Limbs. 

Davida  :  The  nerve-roots  and  ganglia  in  perobrachius  V.  A,^^  1882 
Dreschfeld:  Amputation  Joitm.  of  Anat.  xiv  1879  (with  references) 
Edinger  :  Cord  and  brain  in  congenital  absence  of  the  fore-arm  V.  A.  S9  1882 

(with  references^ 
Friedlander  and  Braun  :  Changes  in  the  cord  after  amputation  Fortschr.  d* 

Med,  IV  1886 
Grigoriew:  f  hanges  in  cord  after  amputation  of  limbs  Z,f  Heilk,  xv  1894 
Hayem  and  Gilbert:   Changes  in  nervous  system  after  amputation  A.  de 

physid.  III  1884 
HoMi^N  :  idem  Ziegler*s  BeitrUge  viii  1890 
VON   Kahlden:  Inflammation  and  atrophy  of  the  anterior  horns  Ziegler's 

Beitrage  xiii  1893 
Leydex  :  Klinik  der  Hiickenmarkskrankheiten  ii  Berlin  1876 
Pellizzi:  Changes  in  the  spinal  cord  after  amputations  A,  ital,  de  hioL  xviii 


Reynolds  :  Amputation  Brain  ix  1886 

VuLPiAN :  Examination  of  the  cord  in  cases  of  amputation  A,  de  physioL  1868, 
1869,  Gaz.  des  hop.  1872 

jReferences  on  Anaemic^  Traumatic^  Toxic^  and  Infective  Degenera- 
tions and  Inflammations  (see  also  Art.  91). 

Seck  :  Case  of  anaemic  softening  Inaug,  Diss.  Tubingen  1887 

Selmondo  :  PeUagra  Riforma  medica  1889 

SoNOME :  Tetanus  A .  per  le  scienze  med.  xv  1891 

C^LRMENS :  Concussion  of  the  spinal  cord  Deutsche  Klinik  1863-65 

Cramer:  Morbid  anatomy  of  Landry's  paralysis  Cent.  /.  cdlg.  Path,  ii  1892 

!1>EMANGE :  Sclerotic  lesions  of  the  spinal  vessels  Rev.  de  med.  1885 

!£hrlich  and  Brieger:  Effect  on  the  grey  matter  of  the  lumbar  cord  of 

temporary  ligation  of  the  aorta  Z.  f.  Jdin.  Med.  1884 
IEisenlohr:  Acute  affections  of  the  medulla  and  pons  A,f.  Psych,  ix  1878 
Tleinbr  :  Changes  in  the  sympathetic  and  cerebro-spinal  systems  in  Addison's 

disease  Cent.f.  cdlg.  Path,  n  1891 
GRU2«rELD:  Action  of  ergot  on  the  cord  A.f.  Psych,  xxi  1890 
VON  Kahlden  :  Addison's  disease  Ziegler*s  Beitrage  x  1891 ;  Inflammation  and 
atrophy  of  the  anterior  horns  ibidem  xiii  1893;   Poliomyelitis  anterior 
Cent.  f.  path.  AnaL  v 
Ketscher  :  Morbid  anatomy  of  paralysis  agitans  (atrophy  of  the  nerve-elements 
and  thickening  of  the  vessels)  Prager  Z.  /.  Heilk.  xiii  1893 


334  DEGENERATION   OF  THE  SPINAL   CORD      [CHAP.  XXIX 

Klebs:  Ezplanatiou  of  Landry's  paralysis  Virchow*8  Festschrift  (Assistenten) 

Berlin  1891 
Lamy;  Spinal  lesions  of  vascular  origin  A,  dephysiol.  vn  1895 
Leyden  :  Klinik  der  RUckenmarkskrankheiten  Berlin  1874-76 ;  Cord-affections 

due  to  sudden  lowering  of  air-pressure  A.  /.  Psych,  ix  1879;  Multiple 

neuritis  and  ascending  atrophy  after  influenza  Z.  If,  klin.  Med,  xxiv  1893 
LiCHTiiEiM :  Pernicious  anaemia  Verh.  d,  VI  Congr,f,  mn,  Med,  1889;  Change 

in  the  cord  in  general  diseases  Cent,/,  allg.  Path.  1 1890 
Mayer  :  Anaemia  of  the  cord  Prager  Z.f.  Heilk,  iv  1883 
vox  MoNAKOW :  Lead-poisoning  A./  Psych,  x  1880 
Xauwerck  :  Origin  of  softening  of  the  cord  Ziegler's  Beitr&ge  ii  1887 
Nikifokoff:  Changes  in  the  cord  from  sudden  lowering  of  the  air-pressure 

Ziegler's  Beitrdge  xii  1892 
NoNXE :  Pernicious  anaemia  A.f.  Psych,  xxv  1893 
Obersteixer  :  Concussion  of  the  cord  Wiener  med.  Jdhrb.  1879 
Oppexheim  :  Morbid  anatomy  of  lead-palsy  A.f.  Psych,  xvi  1885 
Otto  :  Aneurysms  of  the  spinal  vessels  A.f.  Psych,  xvi  1885 
Popoff:  Arsenic,  lead,  and  mercury  V.  A.  93  1883;  Changes  in  the  nervous 

system  in  rabies  V.  A ,  122  1890 
Pugibet:  Paralyses  in  dysentery  Rev,  de  med.  viii  1888 
DE  QuERVAix :  Changes  in  the  nervous  system  after  removal  of  the  thyroid 

(negative  result)  V.  A.  133  1893 
Reinhold:  Focal  and  systemic  degeneration  Cent./,  allg.  Path,  ii  1891 
SciiAFFER :  Pathology  of  rabies  Ziegler's  Beitrage  vii  1890 
SciiULTZE  :  Lead-palsy  A.f.  Psych,  xvi  1885 
Stieglitz:  Experimental  researclies  on  lead-poisoning  (degeneration  of  the 

ganglion-cells  of  the  anterior  horns  and  roots)  A.f.  Psych,  xxiv  1892 
SuMMA :  Changes  in  the  cord  in  phthisis  Inaug.  Diss.  Freiburg  1891 
Tizzoxi :  Effects  of  removal  of  the  adi*enals  in  rabbits  Ziegler's  Beitrdge  vi  1889 
VON  TscHiscH :  Poisoning  with  morphine,  atropine,  silver  nitrate,  and  potassium 

bichromate  V.  A.lOO  1885 
TuczEK :  Ergotism  A.f.  Psych,  xiii  1882,  xviii  1887 
Westphal:  Nervous  affections  after  small-pox  and  typhoid  A.  f.  Psych,  iii 

1872 


91.  Simple  atrophy  of  the  spinal  cord  or  of  its  parts,  with- 
out any  very  striking  alteration  of  structure,  appears  as  a  senile 
change  or  as  a  result  of  disuse,  for  example  after  the  ampu- 
tation of  a  limb  (Fig.  180).  It  also  appears  in  the  absence  of 
these  conditions,  and  from  causes  unknown  to  us.  It  may  in- 
volve tlie  nerve-fibres  as  well  as  the  ganglion-cells,  and  it  is  at 
first  indicated  by  diminution  in  size  (Fig.  184  a  a^  and  later  on 
by  complete  disappearance,  of  these  elements.  The  most  im- 
portant variety  is  progressive  atrophy  of  the  anterior  horns, 
characterised  chiefly  by  progressive  diminution  in  size  of  the 
ganglion-cells.  The  anterior  horns,  which  normally  abound  in 
ganglion-cells  (Fig.  183  a),  come  at  length  to  contain  only  a  few 
scattered  cells,  and  in  certain  spots  none  at  all,  while  the  nerve- 
fibres  of  the  grey  matter  and  of  the  anterior  roots  for  the  most 
part  disappear  outright  (Fig.  184). 

Degeneration  of  the  cord  and  myelitis  are,  so  far  as  the 
nervous  elements  are  concerned,  indicated  m  the  early  stages  by 
<lisintegration  of  the  myelin  into  drops  of  peculiar  form  (Fig. 
185  a  J),  that  soon  yield  the  reaction  of  fat  with  perosmic  acid, 
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and  breaking  up  into  minute  globules  (e)  disappear;  by  irreg- 
ular and  often  marked  swelling  with  subsequent  disintegration 
of  the  axis-cylinders  (jc  c^ ;  and  by  swelling  with  vacuolar, 
hyaline,  and  fatty  degeneration,  sometimes  followed  by  disinte- 
gration, of  the  ganglion-cells  (iKrhite  softening).  Inequalities  in 
the  amount  of  the  myelin  ensheathing  the  axis  lead  to  the  forma- 
tion of  varicose  nerve-fibres  (6);  irregular  swelling  of  the  axis 
itself  to  the  formation  of  varicose  axis-cylinders  (e^). 

If  an  inflammatory  exudation  with  cellular  infiltration  co-exists 
with  the  general  disintegration,  leucocytes  are  intermingled  with 
the  detritus  of  the  nerve-matter,  or  cellular  infiltration  appears 
about  the  blood-vessels,  as  the  leucocytes  collect  first  in  the 

lymph-sheaths    that    sur- 

V^  ^   ^i^  ^  round  the  vessels  and  are 

^---^---— ^^  •    f^  %  jTl^y  Lt-jt-^      continuous  with   the  8ul>- 

V"'^    ^Sr      ^  ©"  %•   ^m*\^         arachnoid  spaces.    Incases 

6  *  ((    ^       *****'(?  V— ^      of  haemorrhage  red  blood- 

^ — '"S'V^'l^^  ^9'f     ^^  \         corpuscles  are  of  course  con- 

^. >&^^^  ^^^  0    J     m^a"^^     tained  in  the  disintegrating 

if^  "^V-     K**     Z      •  ^^  ^  h      ^^^®^®  ('®^  softening). 

^1  i  '^-^Kl  vV  I  -^-a-^-v-^  The  neuroglia-cells  of  ten 

q  W®>^^     Yv\    JI/l^^W  remain  unchanged,  even  in 

^i^\v\  ^    /^  ^         /  l^^a"^      cases  where  there  is  much 

^Vy^        y        y<^     )  (       ^"^<      disintegration  of  thenerve- 

A<%^^    n     "^  *      J"  i\     ^""'^      elements;   but   not   infre- 

^B|  ^^Qi^  F  ^\^  P    )l  41^'  ./       quently  they  perish  with 

^Sfe    Jr         \      C^     cv^BB^i*  ^^^  nerve-cells  within  the 

^f^Sp    *J  region  of  degeneration:  in 

Fig.  185.   Deoenkration  of  the  cord  from      this  wav  the  destruction  of 

COMPRESSION.  ,,  ^•'^  -   ,  ,  .        , 

.'     .      ,..     r..       ..         ««/vx     the  substance  of  the  spmal 

{Teased preparation frornthtvohxit  matter :  y.?fM\  j  v  i   ^ 

^  ,     ,       „    .     ,  cord  may  be  so  complete 

a    nerve-fibre  with  coafnilated  myelin  sheath  ^\.^^   ^«1,,   4.u^   ,r^«««l«   ««^ 

6    axis-cylinder  with  some  adherent  myelin  that   Only   the   VCSSelS  and 

c  naked  axis-cylinder  the  larger  meshes  of  the 

Ci  naked  and  swollen  axis-cylinder  /?  ..      i.*    ^   a* 

i  free  myelin  drops  Supporting  Connective  tis- 

e    free  detritus  of  the  myelin  and  axis-cylinders        gii©    remain.       Even    these 
/  spherical  cells  with  fat-granules  i_  i«     j      ^  i 

g  smaii-round-ceiis  may  howcver  be  destroyed, 

at  least  in  part,  in  cases 
of  extensive  necrosis  and  suppuration  of  the  cord. 

In  primary  inflammation  and  in  non- inflammatory  degenera- 
tion, an  accumulation  of  migratory  cells  within  the  altered  tissue 
takes  place,  owing  to  the  presence  in  it  of  the  products  of  disin- 
tegration. These  cells,  taking  up  by  their  amoeboid  movements 
the  detritus  of  the  cord,  and  in  particular  the  granules  of  myelin, 
are  converted  into  fat-grannie  cells  (Fig.  185/).  When  haemor- 
rhage has  supervened,  pigment-grannie  cells  are  formed,  which 
are  loaded  with  the  products  of  disintegration  of  the  blood 
(yellow  softening). 

When  the  tissue  is  completely  disintegrated,  the  various  pro- 
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ducte  of  disintegration  and  the  granule-carrying  cells  are  mingled 
together ;  and  if  the  neuroglia  remains,  those  cells  occupy  the 
place  of  the  destroyed  nerve-hbres  in  the  meshes  of  the  supporting 
framework  (Fig.  186  d).  The  granulesjells,  which  are  first  seen 
some  days  after  the  onset  of  the  degeneration,  may  be  leucocytes 
extravasated  from  the  blood-vessels ;  to  these,  however,  newly- 
formed  cells  derived  from  the  proliferation  of  the  connective  tissue 
of  the  vessels  and  vessel-sheaths,  and  sometimes  of  the  pia  mater 
also,  are  soon  added,  and  in  the  later  stages  of  the  process  these 
proliferous  cells  probably  predominate. 

During  disintegration  of  the  nerve-tissue  liquid  always  collects 
along  with  the  infiltrated  cells  within  the  region  of  disintegration; 
in  this  liquid  the  products  of  disintegration  become  partially  dis- 
Bolved.     According  to  Stroebe,  rounded  homogeneous  or  occa- 
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sionally  stratified  globules,  the  so-called  corpora  amylacea,  are 
developed  from  the  swollen  axis-cylinders;  these  resist  solution 
and  remain  permanently  lodged  in  the  tissue.  In  certain  very 
rare  cases,  when  the  destructive  process  involves  isolated  cells 
only,  the  altered  ganglion-cells  are  liable  to  become  calcified. 

The  pigment -granule  cells  sometimes  remain  a  long  time  within 
the  area  of  disintegration,  and  then  perish.  Those,  however,  that 
originate  from  proliferous  connective  tissue  have  the  power,  after 
the  dissolution  of  the  detritus  they  enclose,  of  taking  part  in  the 
formation  of  new  connective  tissue.  Some  may  pass  into  the 
circumvascular  lymph-spaces  of  the  cord  (Fig.  186  /)  and  thence 
reach  the  pia  mater  and  the  aubarachuoid  spaces. 
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The  restoration  of  the  foci  of  degeneration  and  inflammation 
begins  by  the  disaolution  and  removal  of  the  products  of  disinte- 
gration and  the  inflammatory  exudation,  and  of  the  haemorrh^c 
eatravasation  if  it  have  occurred,  a  clear  liquid  taking  their  place. 
ReparatiTO  proliferation  is  simultaneously  set  up,  chiefly  in  the 
neuroglia  and  connective  tissue.  Ganglion -cells  once  destroyed 
are  not  reproduced.  According  to  Steoebe's  observations  in 
animals,  nerve-fibres  may  in  certain  places  (such  as  the  entrance- 
point  of  the  posterior  roots  and  the  pyramidal  tracts)  grow  ont 
again  from  axis-cylinders  still  connected  ^vith  their  ganglion -cells. 
Such  regeneration  must,  however,  take  place  to  a  very  limited 
extent  in  man  if  indeed  it  ever  occurs  at  all ,  it  does  not  lead  to 
restitution  of  what  has  been  lost  and  it  never  restores  the  broken 
connexions  of  the  nerve  fibres  with  their  terminal  oi^ans  or  parts. 
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Proliferation  of  the  neuroglia  makes  its  appearance  chiefly  in 
cases  where  the  degenerative  changes  have  affected  the  nerve-ele- 
ments only ;  it  sometimes,  however,  occurs  in  parts  where  the 
disintegration  is  complete.  When  abundant  it  may  lead  to  the 
formation  of  new  tissue  of  firm  and  compact  texture,  a  condition 
which  is  called  sclerosis.  Sclerotic  tissue  consists  of  a  thick 
interlacing  felt-work  of  line  fibres  (Fig.  187  a  6),  radiating  from 
nuclear  centres  (a)  and  derived  from  the  elongated  ramifying 
processes  of  the  stellate  neuroglia-cells  (a).  If  the  proliferation 
is  less  abundant  the  new  tissue  has  a  looser  structure  (Fig.  188); 
but  its  baitis  of  branching  neuroglia-cells,  composing  a  plexiform 
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interTascular  network  (d)  whose  meabes  are  filled  with  liquid, 
can  still  be  rec<^ni8e(i. 

The  complete  development  of  sclerosis  always  requires  a  con- 
siderable time,  it  may  be  many  months.  The  original  structure 
of  the  cord  remains  distinct  in  the  white  matter,  provided  it  is  not 
entirely  disintegrated,  inasmuch  as  the  spaces  formerly  occupied 
by  tlie  nerve-fibres  are  not  completely  filled  up  by  neuroglia  (Fig. 
187  by.  As  the  fibres  run  for  the  most  part  in  the  longitudinal 
direction,  in  a  cross-section  they  are  cut  transversely  (Fig,  187  i) ; 
there  are,  however,  places  where  they  run  mainly  in  a  horizontal 
direction,  and  there  of  course  the  cross-section  will  cut  them  longi- 
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tudiually.  The  closeness  and  density  of  the  sclerotic  tissue  vary 
greatly  with  the  duration  of  the  process  and  the  nature  of  the  de- 
generation. 

In  the  grey  matter  the  fully  formed  sclerotic  tissue  is  some- 
times close,  sometimes  loose  in  texture  (Fig.  188  B).  If  the 
tissue  collapses  and  shrinks,  the  sectional  area  of  the  cord,  or  it 
may  be  of  the  affected  grey  matter  only,  is  diminished. 

The  sclerotic  patches  appear  grey  in  colour,  as  they  contain  no 


840  DEGENERATION  OP   THE  SPINAL  CORD      [CHAP.  XXIX 

myelin.  Dense  scleroses  look  firm  and  dry  even  to  the  unaided 
eye.  Loose-textured  patches  seem  gelatinous,  and  do  not  indeed 
deserve  the  name  of  scleroses;  a  more  suitable  term  to  distinguish 
the  condition  from  the  true  or  hard  scleroses  would  be  grey 
gelatinous  degeneration. 

Connective  tissue  forms  in  the  cord  chiefly  after  severe  lesions, 
such  as  section,  laceration,  and  suppuration.  The  proliferation 
starts  from  the  pia  mater  and  from  the  adventitial  sheaths  of  the 
vessels;  and  in  the  process  of  repair  it  builds  up  granulation-tissue, 
which  later  on  passes  into  scar-tissue  of  the  ordinary  fibrous  char- 
acter. 

References  on  the  Histological  Changes  in  Foci  of  Degeneration 
and  Inflammation  (see  also  Arts.  90  and  94). 
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Stroebe  :  Experiments  on  degeneration  and  regeneration  in  the  healing  of 
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92.  If  a  nerve-fibre  is  interrupted  by  degeneration  or  inflam- 
mation, secondary  degeneration  always  ensues  in  the  portion  of 
tlie  fibre  that  is  severed  from  the  body  of  its  ganglion-cell,  and 
extends  throughout  the  entire  length  of  the  distal  portion.  The 
explanation  of  this  degeneration  lies  in  the  fact  that  the  nerve- 
fibre  is  but  a  process  of  the  cell,  and  can  retain  its  life  only  so  long 
as  its  connexion  with  the  cell-body  is  maintained.  According  to 
the  direction  of  normal  conduction  in  the  fibre,  we  distinguish 
between  ascending  and  descending  forms  of  secondary  degenera- 
tion. 

Descending  degeneration  is  observed  most  frequently  in  the 
pyramidal  tracts  (Kig.  178  Psb  and  Pv6),  and  ensues  in  all  cases 
in  which  the  motor  centres  of  the  cerebral  cortex,  or  the  motor 
fibres  in  their  course  downward  through  the  corona  radiata,  the 
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internal  capsule,  the  crura  cerebri,  and  the  pjrramidal  tracts,  are 
anywhere  destroyed.  It  extends  downwardis  to  the  point  where 
the  interrupted  fibres  enter  the  anterior  horn  of  the  cord.  In 
rare  cases  the  ganglion-cells  of  the  anterior  horns  are  also  involved 
in  the  atrophy,  whereupon  the  motor  fibres  passing  out  of  the  cord 
degenerate  in  their  turn. 

If  the  seat  of  the  primary  degeneration  is  in  the  cord,  and  the 
entire  transverse  section  of  the  tracts  is  interrupted,  the  remainder 
of  the  antero-lateral  columns  below  the  interruption  degenerate 
also.  But  the  degeneration  is  not  extreme  for  more  than  a  dis- 
tance of  one  or  two  centimetres ;  beyond  this  only  a  few  isolated 
fibres  are  affected.  Moreover,  in  particular  fibres  of  the  pos- 
terior ground-bundles  secondary  degeneration  extends  downwards 
for  about  six  centimetres ;  the  regions  near  the  posterior  septum 
on  either  side  are  however  spared.  The  degenerate  fibres  are  in 
part  those  which  come  from  the  posterior  roots,  and  after  their 
entrance  into  the  cord  pass  downwards  for  some  distance. 

Ascending  degeneration  sets  in  after  transverse  lesions  of 
the  cord  and  of  the  fibres  of  the  posterior  roots.  After  complete 
interruption  of  the  cord  all  the  posterior  tracts  degenerate  for  a 
short  distance  above  the  injured  region,  the  degeneration  extend- 
ing farther  only  in  the  columns  of  GoU  (Fig.  178  /.  ^r.),  where  it 
advances  up  to  the  clavate  nucleus  of  the  funiculus  gracilis.  The 
degeneration  following  on  destruction  of  the  posterior  roots  is  of 
the  same  kind,  for  the  columns  of  GoU  have  their  trophic  centres 
in  the  root-ganglia.  If  the  interruption  of  the  cord  is  situated 
in  the  upper  thoracic  region,  the  direct  cerebellar  tract  (Fig. 
178  jB&6),  proceeding  from  the  column  of  Clarke  to  the  upper 
vermis  of  the  cerebellum,  also  degenerates  above  the  injured 
spot ;  and  so  also  does  a  bundle  lying  in  front  of  this  and  pass- 
ing along  the  outer  margin  of  the  lateral  column  (Gowers'  tract 
or  antero-lateral  fibres). 

Secondary  degeneration  begins  at  the  same  time  throughout 
the  whole  of  the  affected  nerve-tract.  It  is  recognisable  on  micro- 
scopic examination  as  early  as  the  second  day  after  the  interruption 
of  conductivity  (Stroebe),  the  destruction  of  the  myelin-sheaths 
having  then  already  begun.  After  some  days  more  disintegra- 
tion of  the  axis-cylinder  also  can  be  demonstrated. 

When  the  disintegration  has  reached  a  certain  point,  absorp- 
tion of  the  detritus  begins,  and  granule-carrying  cells  make  their 
appearance.  The  spaces  left  vacant  by  the  degeneration  are  partly 
filled  up  with  liquid,  partly  with  proliferous  neuroglia ;  though 
months  and  even  years  may  pass  before  the  newly-formed  neuro- 
gliar  tissue  becomes  dense  and  closes  up  its  meshes. 

A  degenerated  tract  examined  after  two  or  three  months  (Fig. 
189  -B),  assuming  that  all  or  most  of  its  fibres  have  perished,  is 
found  to  consist  mainly  of  a  reticular  mesh-work  (Fig.  189  6), 
whose  interspaces  are  empty  or  contain  liquid,  with  here  and  there 
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masses  of  detritus  and  fat-granule  cells  (</).  Generally  speaking, 
all  the  fibres  of  a  tract  are  not  interrupted,  and  so  the  microscopic 
preparation  of  the  tissue  includes  cross-sections  of  nerve-fibreB. 
The  reticular  framework  is  only  moderately  thickened ;  but  it 
stains  more  deeply  with  carmine  than  does  normal  tissue.  After 
the  lapse  of  from  six  to  twelve  months  or  more,  most  of  the 
meshes  have  become  smaller  (Fig.  190),  while  the  reticular  tissue 
(6)  has  increased  in  bulk  by  hyperplasia. 

Fat-granule  cells  (<i)  are   still   found  after  an  even  longer 
interval,  lying  partly  in  the  spaces  vacated  by  the  nerve-fibres, 
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partly  also  in  the  adventitial  lymph-sheaths  of  the  vessels  in  and 
about  the  area  of  degeneration.  They  are  often  also  to  be  seen  in 
the  lymph-spaces  of  the  pia  mater. 

So  long  as  the  degenerated  tracts  contain  products  of  disin- 
tegration in  considerable  quantity,  namely  during  the  first  two  or 
three  months,  they  appear  white,  opaque,  and  abnormally  soft. 
After  absorption  of  the  detritus  has  taken  place,  the  patches  be- 
come grey,  and  at  the  same  time  diminish  in  bulk. 
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THE  FORMS  OF  MYELITIS 


93.  All  lesions  of  the  spinal  cord  that  result  from  cuts,  stabs, 
or  gunshot  wounds,  and  from  contusion,  fracture,  or  dislocation 
of  the  spine,  may  be  included  under  the  head  of  tranmatic  mye- 
litis. We  may  also  include  the  crushing  of  the  cord  that  occurs 
suddenly  in  caries  of  the  vertebrae,  when  the  spinal  column  gives 
way  by  collapse  of  the  vertebral  bodies,  and  the  bones  encircling 
the  canal  are  relatively  displaced. 

The  immediate  result  of  such  traumatic  violence  is  more  or  less 
extensive  bruising  and  stretching,  or  complete  crushing  of  the 
cord,  with  the  possible  addition  of  haemorrhage.  The  lesion  is 
slightest  in  simple  concussion,  and  in  those  minor  displacements 
of  the  bones  of  the  spine  that  involve  only  slight  and  partial  nip- 
ping of  the  cord.  If  no  septic  infection  accompanies  the  injury, 
disintegration  of  *he  nerve-elements  follows  in  the  damaged  region; 
sometimes  the  neuroglia  and  connective  tissue  also  suffer,  and  the 
substance  of  the  cord  undergoes  progressive  colliquative  soften- 
ing. When  there  is  no  haemorrhage,  the  condition  is  called 
v^hite  softening;  when  haemorrhage  is  present,  red  softening. 
Destruction  of  the  entire  transverse  section  of  the  cord  involves 
interruption  of  all  the  conducting  tracts,  and  consequently  leads 
to  the  secondary  degenerations  discussed  in  Art.  92 ;  it  also 
induces  degeneration  of  the  peripheral  motor  nerve-fibres  whose 
ganglion-cells  have  perished.  When  the  cord  is  only  pai*tially 
destroyed  the  resulting  secondary  degeneration  is  naturally  more 
or  less  limited.  The  intensity  of  the  inflammation  induced  by 
injury  and  softening  is  generally  proportional  to  the  severity  of 
the  lesion. 

Repair  is  effected  by  the  production  of  sclerosis  or  of  a  fibrous 
cicatrix.  The  former  is  the  usual  result  after  severe  lesions  com- 
bined with  damage  to  the  membranes  ;  the  latter  follows  slighter 
lesions  which  leave  the  pia  mater  intact.  Where  the  sclerosis 
or  cicatrix  is  of  considerable  size,  the  cord  becomes  notably  con- 
tracted, and  may  be  reduced  to  a  mere  string.  If  the  wound  of 
the  cord  become  infected,  suppuration  may  ensue,  and  extend  to 
the  adjoining  structures,  and  in  particular  to  the  membranes. 
Disorders  of  the  circulation  of  the  blood  and  lymph,  such  as  are 
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generally  associated  with  the  changes  at  the  site  of  the  lesion, 
may  give  rise  to  patches  of  white  and  red  softening  (Stroebe)  at 
remote  points,  or  to  dilatation  of  the  central  canal. 

Under  the  head  of  myelitis  from  compression  are  grouped 
all  traumatic  lesions  wherein  the  spinal  cord  is  subjected  to 
gradually-increasing  local  pressure,  and  is  thus  caused  to  become 
degenerate.  The  most  common  cause  of  these  lesions  is  tuber- 
culous disease  of  the  spine  and  dura  mater,  primary  or  secondary 
new-growths  in  the  membranes  or  more  rarely  in  the  cord  itself, 
or  distension  of  the  central  canal  with  effused  liquid  or  blood 
(Art.  95). 

The  degeneration  of  the  cord  is  in  such  cases  essentially  due 
to  disturbance  of  the  circulation  of  the  blood  or  lymph.  It 
appears  first  in  the  white  columns,  the  fibres  of  which  at  the  point 
of  pressure  may  within  six  hours  from  the  beginning  of  compres- 
sion swell  up  and  disintegrate  (Kahler).  The  ganglion-cells 
usually  persist  much  longer.  The  disintegration  of  the  nerve- 
fibres  always  leads  to  the  appearance  of  granule-carrying  cells 
(Fig.  185  /  and  Fig.  186  d  f).  Secondary  degeneration  invari- 
ably accompanies  the  breaking  down  of  the  nerve-fibres  at  the 
seat  of  compression. 

Proliferation  of  the  neuroglia  follows  upon  the  disappearance 
of  the  nerve-fibres,  and  leads  in  the  course  of  some  months  to 
sclerosis  both  of  the  part  compressed  and  of  the  tissue  along  the 
track  of  the  secondary  degeneration  (Fig.  190  6). 

lUferenceB  on  Myelitis  from   Traumatic  Injury  and  Compression 

(see  also  Arts.  90  and  91). 

Bruns  :  Traumatic  destruction  of  the  cord  A .  /.  Psych,  xxv  1893  (with  refer- 
ences) 

Kahler:  Compressive  degeneration  Prag.  Z,f,  Heilk,  iii  1882 
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94.  The  affections  included  under  the  term  haematogenons 
myelitiB  begin  in  part  as  degenerations  with  haemorrhage,  in 
part  as  exudative  inflammations  characterised  from  the  outset 
by  the  appearance  of  infiltrations  round  the  blood-vessels. 

Haematogenons  myelitis  is  essentially  a  focal  disease  (soli- 
tary or  multiple).  Sometimes,  however,  when  the  foci  are  very 
numerous,  and  appear  in  combination  with  general  disturbance 
of  the  circulation  and  inflammatory  oedema,  and  with  secondary 
degenerations,  the  lesion  becomes  so  wide-spread  that  it  might 
fairly  be  described  as  diffnse  myelitis. 

If  the  focus  of  disease  be  seated  in  the  white  matter  the  affec- 
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tion  is  known  as  lencomyelitis  (Xewi««  white)  ;  if  the  grey  mat* 
ter  be  involved  we  have  poliomyelitifi  (ttoXw  grey} ;  extension 
of  tlie  inflammation  over  the  whole  cross-section,  or  the  greater 
part  of  it,  gives  rise  to  transverse  myelitis. 

Opportunity  is  seldom  afforded  us  to  investigate  the  initial 
stages  of  the  process,  and  often  we  cannot  determine  whether  it 
has  originated  from  ischaemia  or  haemorrhage,  due  to  changes  is 
the  vessels,  or  whetlier  it  is  to  be  attributed  to  the  action  of 
poisons  or  infections.  Among  the  infective  agents  to  be  con- 
sidered in  this  connexion  are  the  pyogenic  micrococci,  the  Dip- 
loeoccuM  pneumoniae,  the  virus  of  rabies,  tubercle-bacilli,  lepra- 
bacilli,  and  the  virus  of  syph- 
ilis. Among  the  poisons 
must  be  mentioned,  first, 
such  as  arise  autogeneticaU  J 
in  the  course  of  infective 
disease,  and  in  the  second 
place  noxious  substances  of 
vegetable  and  mineral  ori- 
gin, such  as  ergot,  lead,  and 
arsenic. 

The  most  important 
changes  accompanying  hae- 
matogenous  myelitis  are  the 
degeneration  and  disinte- 
gration of  the  nerve-ele- 
ments, which  take  place  in 
the  manner  described  in 
Art.  91.    The  inflammatory 


the  cord  of  i 


very  prominent  feature,  and 
is  only  temporary ;  in  rare 
cases,  however,  it  becomes 
purulent,  and  then  suppuration  ensues,  with  the  formation  of  an 
abscess.  If  the  foci  of  suppuration  are  small  the  pus  may  be 
re-absorbed,  and  the  cavities  undergo  cicatrisation ;  larger  foci 
tend  to  become  surrounded  by  an  encysting  envelope  of  grann- 
lation- tissue.  Infection  of  the  pia  mater  from  such  abscesses  in 
the  cord  leads  to  meningitis. 

The  usual  termination  of  myelitis  is  the  formation  of  a  grey 
sclerotic  patch,  witliin  %vhich  the  nerve^lements  have  more  or  less 
entirely  perished  (Fig.  191  a  b  and  Fig.  192  ab  c)\  but  cases  are 
met  with  in  which  such  sclerotic  induration  is  very  slight,  or 
altogether  absent. 

Transverse  myelitis  leads  to  a  diminution  of  the  sectional  area 
of  the  cord,  the  white  tracts  presenting  a  greyish  appearance  when 
many  nerve-fibres  have  been  lost  (Fig.  192  c),  while  in  the  grey 
matter  (a  &}  the  ganglion-cells  and  nerve-hbres  are  more  or  less 
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completely  destroyed,  and  their  place  is  taken  by  sclerotic  tissue. 
Focal  leucomyelitis  gives  rise  to  the  formation  of  circumscribed 
grey  patcbes  (Fig.  191  6).  Poliomyelitis  often  produces  con- 
traction and  deformity  of  tbe  grey  matter  (Fig.  191  a),  though 
the  form  of  the  horns  is  sometimes  preserved.  All  the  varieties 
of  focal  degeneration  induce  secondary  degenerations,  which  in 
leucomyelitis  involve  especially  the  tracts  of  the  white  matter, 
and  in  poliomyelitis  the  anterior  roots  also. 

The  absence  of  sclerosis  in  myelitic  foci  may  be  due  to  the  fact 
that  too  short  a  time  has  elapsed  since  the  onset  of  the  primary 
disintegration.  The  pro- 
liferation of  the  neuroglia 
is  however  sometimes  in- 
considerable, even  after  the 
affection  has  existed  for  a 
long  period  ;  this  is  espe- 
cially apt  to  be  the  case  in 
the  region  of  tbe  grey  mat- 
ter. 

Extensive  destruction  of 
tbe  Deuroglia  is  also  un- 
favourable to  proliferation, 
as  is  also  advanced  age  on 
the  part  of  the  patient. 
Moreover,  an  inflammation 
which  is  restricted  to  the 
formation  of  an  exudation 
within  tbe  lymph-sheaths  of 
the  vessels,  and  causes  no 
injury  to  tbe  nerve-elements,  may  pass  away  without  inciting  tbe 
neuroglia  to  proliferation. 

Transmitted  or  consecutive  myelitis  is  commonest  as  a  result 
of  acute  spinal  meningitis  ;  the  inflammation  extends  to  the  cord 
along  the  vessels,  and  leads  to  menlngo-iuyelitis  (Art.  103); 
from  this  may  arise  cellular  infiltration  of  the  vascular  sheaths, 
diffuse  oedematous  swelling  of  the  cord,  and  degeneration  of  the 
ner\-e-fibreB  and  nerve-cells.  In  rare  cases  inflammatory  irritants 
are  disseminated  by  way  of  the  central  canal,  as  in  cases  of  sup- 
puration in  or  about  the  fourth  ventricle.  They  give  rise  to  cen- 
tral myelitia  extending  over  tbe  whole  length  of  the  cord,  and 
manifested  by  oedema,  cellular  infiltration,  and  disintegration  of 
the  tissue,  first  of  the  grey  commissure,  later  on  of  the  anterior 
and  posterior  boms,  and  finally  of  the  white  columns. 


Pro.  192.      TBAVSVERSaBCLEBOaiSOrTHKCOBS. 

(From  the  lomer  thoracic  region  nf  the  cord  ijf 
a  man  aged  about  forty,  who  tufferrd  from 
traitgverte  myeiitis:  preparolion hardened  in 
Mtiller'iftuid.  and itainedaith  carmine  :x  6) 
a  BBlntinous-lookfue  degenerBte  grey  mftttei 
b  persisttng  gaiigUoiiM^ellB 
c    atrophic  and  sclerotic  white  matter 
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CHAPTER  XXXI 


HYDROMYELIA  AND  SYRINGOMYELIA 


95.  Hydromyelia  is  a  more  or  less  marked  dilatation  of  the 
central  canal  of  the  cord,  associated  with  or  produced  by  an  accu- 
mulation of  liquid  within  it.  In  some  instances  hydromyelia  is 
congenital ;  it  attains  its  extreme  in  certain  cases  of  spina  bifida, 
in  which  a  saccular  bulging  of  the  medullary  tube  (myelocystocele 
or  hydromyelocele)  protrudes  outwards  through  a  gap  in  the  bony 
wall  of  the  spinal  canal.  In  other  cases  the  condition  is  acquired, 
and  is  referable  to  secondary  or  consecutive  inflammatory  afifec- 
tions  of  the  central  canal  (Art.  94),  to  disturbance  of  the  circula- 
tion of  blood  or  lymph,  or  to  degeneration  aflfecting  the  wall  of 
the  central  canal.  It  may  thus  form  a  complication  of  traumatic 
lesions  or  of  degeneration  from 
compression,  and  is  not  infre- 
quently observed  above  the 
injured  or  compressed  part. 

The  dilatation  extends  over 
a  portion  or  the  whole  of  the 
cord.  In  cross-section  the 
canal  is  sometimes  round, 
sometimes  narrowed  to  a  mere 
fissure  (Fig.  193  6),  sometimes 
three-cornered  or  entirely  ir- 
regular. Not  uncommonly  it 
gives  off  local  diverticula,  and 
it  has  been  found  to  be  dupli- 
cated or  triplicated.  These 
conditions  are  probably  due  to  local  anomalies  of  development 
at  the  time  when  the  medullary  tube  was  in  process  of  closure, 
whereby  a  double  or  triple  canal  was  formed  instead  of  a  single 
one. 

The  dilated  canal  is  lined  with  ependymal  epithelium,  though 
at  the  time  of  post-mortem  examination  the  epithelium  has  often 
to  a  great  extent  disappeared.  In  acute  dilatations  due  to  inflam- 
mation, the  neuroglia  surrounding  the  central  canal,  and  occa- 
sionally the  tissue  somewhat  more  remote,  are  apt  to  become 
softened  (Art.  94).  In  other  and  chronic  cases  of  hydromyelia, 
the  wall  of  the  canal  appears  hypertrophic  from  proliferation  of 


Fio.  193.     Htd&omyklia  with  sclbrosis 

OF  THE  SURROUNDING  TISSUE. 

{Preparation  hardened  in  MUUer*8jluid,  and 
stained  with  carmine :  X  4) 

a    grey  matter  b    central  cavity 

c    sclerotic  tissue 
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the  neuroglia  (Fig.  193  (?).  Slight  degrees  of  hydromyelia  cause 
no  perceptible  change  of  form  in  the  cord,  but  greater  dilatations 
increase  its  total  girth.  Accumulation  of  pus  or  blood  in  the 
central  canal  leads  to  conditions  which  might  be  termed  pyo- 
xnyelia  or  haexnatomyelia. 

The  term  sjrringoinyelia  is  applied  to  a  chronic  affection  of 
the  cord,  associated  with  morbid  exca- 
vation of  its  substance  ;  in  the  typical 
form  the  cavity  is  situated  behind  the 
central  canal,  and  is  surrounded  by  a 
zone  of  somewhat  dense  hyperplastic 
neuroglia  (Fig.  19-i  b  c).  At  first  the 
hyperplasia  takes  place  within  the  grey 
commissure  ;  but  it  very  often  extends 
thence  into  the  posterior  white  columns. 
The  condition  is  especially  common  in 
the  cervical  region,  but  it  may  be  met 
with  in  any  portion  of  the  cord  or  in- 
deed throughout  its  entire  length. 


Fio.  1^.    Syringomyelia  in  the  region 

OF    THE    POSTERIOR    COLUMNS    OF    THB 
CERVICAL  CORD    (X4). 

a    grey  matter         b    syringomyelic  cavity 
c    sclerotic  tissue 


In  typical  cases  the  proliferation  of 
the  neuroglia  precedes  the  excavation, 
the  process  thus  beginning  with  a  cen- 
tral sclerosis,  or  gliosis  as  it  lias  been 
termed.  In  some  cases  the  hyperplasia 
attains  such  proportions  (Fig.  195-4. 
BC)  that  the  result  might  be  described 
as  an  elongated  glioma.  The  excava- 
tion (Fig  194  h  and  Fig.  195  c)  starts 
with  disintegration  of  the  proliferous 


Fio.  195.  Gliosis  and  strinoo- 
mtelia  in  th£  lumbar  rb- 
oion  of  thk  cord. 

{Natural  size) 

A  B  transverse  section  throng^ 

the  upper, 
C  D  through  the  middle, 
E  F  through  the  lower,  portions 
of  the  lumbar  cord 
a    substance  of  the  cord 
6    hyperplastic  neuroglia 
c    empty  carity 
Ci   cavity  with  brown  gelatin- 
ous contents 


neuroglia,  due  apparently  to  interfer- 
ence with  its  nutrition,  inasmuch  as  the  vessels  supplying  it 
exhibit  hyaline  thickening  of  their  walls  and  narrowing  of  uieir 
lumen.  The  contents  of  the  cavity  consist  usually  of  a  colourless 
liquid,  but  occasionally  of  a  yellow  or  brown  gelatinous  substance 
(Fig.  195  (7  c),  or  of  blood  and  its  products  of  disintegration. 
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In  certain  cases,  which  may  be  regarded  as  atypical,  similar  cavi- 
ties surrounded  by  overgrown  neuroglia  are  formed  in  a  different 
manner.  Foci  of  myelitic  disintegration  already  formed  break 
down,  and  at  a  subsequent  stage  become  surrounded  with  hyper- 
plastic neuroglia  (mySlite  cavitaire^;  in  these  cases  however  the 
amount  of  newly-formed  neuroglia-tissue  is  usually  very  small. 

If  the  hyperplasia  assumes  greater  dimensions  it  may  spread 
not  only  to  the  posterior  columns,  but  also  to  the  posterior  and 
SLnterior  horns  of  grey  matter  (Fig.  195  b  in  A  B  C  I)  E  JP),  and 
\iltimately  encroaches  on  the  antero-lateral  cohimns,  so  destroy- 
ing a  considerable  part  of  the  cross-section  of  the  cord. 

The  excavation  (c)  occupies  sometimes  but  a  small  portion 
{A  B  C),  sometimes  the  greater  part  (D  E  F)  of  the  hyperplastic 
area;  in  other  cases  there  may  be  no  excavation  throughout  a 
considerable  part  of  the  longitudinal  extent  of  the  altered  tissue. 
Usually  the  appearance  of  the  transverse  section  varies  perceptibly 
at  different  levels. 

Regarded  from  the  outside,  the  cord  may  appear  unchanged; 
but  not  infrequently  it  is  contracted  in  places  from  imperfect 
development  of  the  posterior  columns,  while  the  posterior  median 
fissure  is  abnormally  wide.  Abundant  accumulation  of  liquid 
(J?  F^  within  the  cavity  leads  to  an  increase  in  the  girth  of  the 
cord. 

The  central  overgrowth  of  neuroglia  and  the  subsequent  exca- 
vation are  for  the  most  part  referable  to  anomalies  of  development 
in  the  region  of  the  commissure  and  the  posterior  columns,  and 
accordingly  the  morbid  appearances  to  which  they  give  rise, 
though  existing  perhaps  for  decades,  have  probably  had  their 
beginning  in  early  childhood.  If  similar  changes  follow  on  trau- 
matic injury  or  inflammation,  as  has  often  been  alleged,  it  is  prob- 
able that  they  belong  to  the  form  of  syringomyelia  above  referred 
to  as  atypical. 

Hydromyelia  and  syringomyelia  cannot  be  sharply  distin- 
guished. The  cavities  in  syringomyelia  can  very  often  be  shown 
to  be  here  and  there  connected  with  the  central  canal  (Schlesin- 
ger),  and  so  are  in  some  parts  lined  with  ependymal  epithelium, 
and  have  the  appearance  of  central  diverticula.  Moreover,  it  is 
to  be  remembered  that  hydromyelia  itself  is  often  due  to  a  congen- 
ital anomaly  of  development,  and  that  it  also  is  accompanied  by 
morbid  proliferation  of  the  neuroglia.  Whether  the  central  canal 
has  been  primarily  or  only  subsequently  involved,  is  a  question 
difficult  of  answer  in  any  given  case. 

Syringomyelia  is  during  life  indicated  chiefly  by  gradually-developing  atro- 
phy of  the  muscles,  by  trophic,  vaso-motor,  and  sensory  disturbances,  partial 
anaesthesia,  whitlows,  fissures,  and  necrosis  of  the  fingers,  and  by  cutaneous 
ulceration.  It  appears  to  be  at  least  twice  as  common  in  men  as  in  women, 
and  is  most  freauently  observed  in  persons  over  twenty  and  under  thirty  years 
of  age.  The  disease  described  b^  Morvan  as  ^paresie  analgesique  a  panaris 
des  extremiUs  Muperitures '  is  a  special  type  of  syringomyelia. 
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The  proliferation  and  excavation  of  the  neuroglia  in  syringomyelia  have 
been  very  differently  interpreted  by  different  writers;  Letden  considers  the 
formation  of  cavities,  which  he  attributes  to  abstriction  of  parts  of  the  central 
canal,  as  the  primary  feature,  and  the  hyperplasia  of  the  neuroglia  as  second- 
ary to  this.  Simon,  Hoffmann,  Westphal,  Schultze,  with  others,  consider 
the  central  gliosis  as  primary,  the  cavities  being  formed  by  disintegration  of 
the  new  tissue.  The  mono^*aph  of  Schlbsinger,  cited  below,  gives  a  com- 
plete summary  of  the  literature  of  the  subject,  together  with  elaborate  re- 
searches of  his  own. 
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MULTIPLE  SCLEROSIS 

96.  Mnltlpla  or  diBBsminated  Bclerosis,  sometimes  also 
called  insular  sclerosis,  is  an  affection  extending  over  the  whole 
cord,  and  often  over  the  brain  also,  which  i»  characterised  by  the 
formation  of  a  number  of  scattered  grey  patches  in  the  nerve- 
tissue.  In  the  spinal  cord  these  lesions  may  be  situated  at  any 
point  of  the  white  columns  (Figs.  196,  197,  and  198)  or  of 
the  grey  matter ;  and  ttey  show  no  preference  for  any  special 
region  of  the  medulla  oblongata,  of  the  pons,  or  of  the  cere- 
bellum. Within  the  cerebrum,  in  some  cases,  the  tissue  adjacent 
to  the  lateral  ventricles  is  notably  affected ;  but  the  lesions  are 
also  found  dispersed  throughout  the  whole  of  the  cerebral  hemi- 
spheres, and  sometimes  involve  the  optic  and  olfactory  nerves, 
and  the  roots  of  the  other  cerebral  nerves. 

Fia.  US. 
Fra.  l«a. 

Tn.  in. 


DuaKAUB  OF  ■nri.lTPLB  iOI.BBOail    (X 
tTICAI,  RBQIOH.  FlO.  19T.     TBOKACIC   BBOION. 

a    iclerotic  patchei 

Fio.  IBS.     Ldmbui  BKaiOK. 
^    Bclanitic  p«ch  in  the  puterior  colnmna  ^    .derotic  pstchea 

The  affected  patches  are  sometimes  small,  of  about  the  size  of 
a  pin's  bead,  and  sometimes  larger,  the  diameter  of  the  cross- 
section  measuring  several  centimetres.  The  roof  of  the  lateral 
ventricles  over  its  whole  extent  has  sometimes  been  found  trans* 
formed  into  a  grey  stratum  several  millimetres  in  thickness  and 
one  or  two  centimetres  in  breadth. 

In  some  coses  the  patches  on  section  appear  of  a  uniform  grey 
colour,  firm  and  dry  in  texture,  and  sharply  defined  from  the  sur- 
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rounding  tissue.     In  other  cases  they  are  less  firm  in  consistence, 
the  section  of  some  at  least  is  mottled  with  grey  and  wliite,  and  the 


sclerotic  tUme  with  oeurogllar  fibm 


boundaries  are  less  sharp  Whitish  patclies  occur  as  well  as  the 
grey  ones  and  degeneration  of  the  tracts  of  the  cord  is  occajjion- 
allv  found  accompan}  mg  the  sclerosis. 

Patches  which  he  just  underneath  the  pia  mater  or  epend3~ma 
cin  be  recognised  without  the  aid 
of  the  microscope  by  their  grey 
colour  When  the  cord  contains 
\  erj  numerous  sclerotic  patches  and 
degenerate  tracts,  on  transverse  sec- 
tion the  diseased  portions  may  in 
i^giegate  area  greatly  exceed  the 
n  )rniil  tissue,  the  latter  being  lim- 
ited to  a  few  small  remnants. 

Ihe   grey   patches  are    of    two 

t^  pes  as  regards  structure,  the  first 

containing  sclerotic  tissue  enclosing 

spaces  vacated  by  nerve-fibres,  and 

almost  or  altogether  devoid  of  such 

{Miirffinai  poriion  of  the  letfroiU    fibres  (Fig.  199);  while  the  second 

'^T\a'v^b:^^^nuu>nhart     type  consists   of   dense  continuous 

eiied   in   uautT'i  fluid,    and    tissue  without  tubular  nerve-spaces 

mined ic,th carmine:  x  30O)         ,p.      gQO  J  on  the  left),  together 

a    transTerse  section  of  nerve-fibre*      *•  .,P  ,.  .mi      ■      P  j- 

b   neuTogiia-ceiiB      c   biood-vflssei     With    some    tissue    stili    includiiig 
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nerve-fibres  (a).  The  softer  mottled  patches  always  show  signs 
of  the  disintegration  of  the  nerve-fibres,  namely  drops  of  myelin 
and  fat,  degenerate  fatty  cells  (Fig.  201  e),  and  fat-granule 
cells  (A,  A,). 

The  neuroglia  is  more  or  less  abundantly  developed,  and  in 
Slime  parts  may  already  exhibit  the  condition  of  marked  sclerosis 
if  g')-  Degeneration  of  the  vessels  is  often  apparent  at  the  same 
time,  chiefly  in  the  form  of  hyaline  thickening  of  their  walls  ;  and 
accumulations  of  round-cells  are  visible  in  and  about  the  adventi- 
tial lymph-sheaths  of  the  vessels  (A). 


Fto.  201.     Dm  BE  Mm  AT  ED 
(PoteA  0/ dtgttitratUm  in  the  cerebrum, 
preparation, 
a    blood-Teuel  filled  with  blood 
h    lanio  media 
e    adTfiDtltial  l;niph-«fa(Uith 
4    nnaltered  nenroglia-cslls 
e     fatty  iiean)(c1)a-«eUB 
/    binaclear  neDn>gliB.celU 


a  of  the  neuroglia :  teased 


h  round-cella 

A)  ronnd.ce]la  witb  gcattered  oU-globulea 

hi  fat-Kraniile  cells 

At  plgment-gcaiiule  cella 


From  a  histological  point  of  view  two  different  forms  of 
multiple  sclerosis  may  be  distinguished.  The  first  might  be 
described  as  secondary  disseminated  sclerosis  (Figs.  199  and  201), 
and  is  the  outcome  of  disseminated  myelitis,  in  other  words,  of 
scattered  foci  of  degeneration  or  inflammation.  The  other  vari- 
ety, which  might  be  called  primary  disseminated  sclerosis  (Figs. 
196,  197,  198,  and  200),  starts  in  morbid  hyperplasia  of  the 
neuroglia,  such  aa  occurs  in  syringomyelia  (Art.  95),  and  is  prob- 
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of  the  cerebral  cortes  in 


ably  referable  to  some  anomaly  of  development.     This  form  ; 
most  frequently  met  with  in  the  posterior  columns  (Fig.  196}  and   ' 
in  the  parts  about  the  cerebral  ventricles.     The  sclerotic  tissue  is 
close  and  dense,  with  no  visible  sjittces  or  meshes,  and  is  found 
witliin  tracts  (Fig,  200  a)  that  show  no  other  signs  of  degenera- 
tion. 
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NEURONIC  OR  SYSTEMIC  AFFECTIONS 

97.  It  has  already  been  pointed  out  (Art.  88)  that  the  ner- 
vous components  of  the  spinal  cord  and  medulla  oblongata  consist 
of  ganglion-cells  and  nerve-fibres,  and  that  the  latter  are  nothing 
more  than  processes  of  the  nerve-cells  which,  after  a  longer  or  a 
shorter  course,  give  off  lateral  and  terminal  branches.  The  nerve- 
fibres  enter  into  relation  with  special  terminal  organs  or  with 
other  nerve-cells,  and  so  subserve  the  transmission  of  definite 
impulses  from  these  cells  or  organs  to  other  parts  that  are  sus- 
ceptible of  stimulation. 

The  nerve-cell  with  its  short  dendritic  processes,  in  combina- 
tion with  the  long  polar  or  axis-cylinder  process  and  its  lateral 
and  terminal  branches,  fonn  a  morphological  and  physiological 
unit,  or  nenron,  whose  trophic  centre  is  the  nucleated  protoplasm 
of  the  nerve-cell.  When  an  axis-cylinder  process  is  separated 
from  its  cell  it  straightway  perishes  (Art.  92). 

The  neurons  whose  situation,  general  course,  and  function  are 
best  known  are  the  motor  neurons.  Their  cells  are  situated  in 
the  psycho-motor  regions  of  the  cerebral  cortex,  in  the  motor 
nuclei  of  the  medulla  oblongata,  and  in  the  anterior  horns  of  the 
cord;  their  axis-cylinder  processes  run  in  the  pyramidal  tracts, 
the  anterior  roots,  and  the  peripheral  motor  nerves.  Of  the  sen- 
sory neurons  we  know  that  their  ganglion-cells  lie  in  the  spinal 
root-ganglia,  while  their  axis-cylinder  processes  on  the  one  hand 
pursue  their  course  to  the  terminal  organs  along  the  peripheral 
sensory  nerves,  and  on  the  other  pass  through  the  posterior  roots 
and  the  posterior  columns  to  the  brain. 

The  diseases  of  the  motor  and  of  the  sensory  neurons  of  the 
cord,  hitherto  by'  most  writers  described  as  83n3texiiic  diseases, 
are  characterised  by  peculiar  clinical  symptoms,  which  even  dur- 
ing the  life  of  the  patient  enable  us  to  form  a  diagnosis  as  to  the 
seat  of  the  malady.  Thus  long  before  the  minuter  structure 
of  the  cord  was  properly  understood,  certain  of  its  systemic  dis- 
eases, having  well-marked  clinical  and  anatomical  characters,  were 
recognised  and  distinguished. 

The  most  important  disease  affecting  the  sensory  neurons  in 
the  cord  is  tabes  dorsalis.  Among  the  special  forms  of  disease 
occurring  in  the  course  of  the  motor  neurons  are  acute  anterior 
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poliomyelitis,  acute  bulbar  paralysis,  progressive  atrophy  of  the 
anterior  horns  or  progressive  spinal  amyotrophy,  progressive 
bulbar  paralysis,  amyotrophic  lateral  sclerosis,  and  primary  lateral 
sclerosis  or  spastic  spinal  paralysis. 

98.  Tabes  dorsalis,  sometimes  also  called  grey  degeneration 
or  sclerosis  of  the  posterior  columns,  or  locomotor  ataxia,  is  his- 
tologically a  degeneration  of  the  sensory  neurons.  The  degenera- 
tion is  most  marked  in  the  region  of  the  posterior  roots  (Leyden) 
and  of  the  posterior  columns,  but  is  demonstrable  also  in  the 
peripheral  sensory  nerves  (D^j^rine,  Oppenheim,  Siemerling, 
Westphal,  Goldscheider)  and  in  the  nerve-cells  of  the  spinal 
root-ganglia  (Wollenberg,  Stroebe). 

The  malady  begins  most  frequently  in  the  lumbar  cord,  and  is 
first  manifested  in  the  posterior  roots  or  horns  and  in  the  immedi- 
ately adjoining  portions  of  the  columns  of  Burdach.  Presently, 
in  the  higher  levels  of  the  cord,  the  median  portions  of  the  columns 
of  Goll  also  become  involved,  ascending  degeneration  very  soon 
following  upon  the  interruption  of  the  nerve-fibres  at  any  point. 
If  the  process  begins,  as  happens  in  rare  cases,  in  the  cervical  por- 
tion, similar  lesions  appear  in  that  region,  while  in  the  thoracic 
and  lumbar  regions  little  or  no  degeneration  can  at  first  be  de- 
tected. The  situation  of  the  fibres  that  first  undergo  degeneration 
in  the  posterior  columns  depends  mainly  on  what  roots  are  first 
affected,  and  at  what  height  above  the  degenerate  roots  the  section 
examined  is  taken. 

In  advanced  tabes  the  degeneration  and  sclerosis  often  spread, 
in  the  thoracic  region,  over  the  whole  extent  of  the  posterior 
columns  (Fig.  202).  In  the  lumbar  region  the  most  anterior 
parts  of  the  posterior  columns  almost  always  remain  intact.  In 
the  cervical  cord  two  lateral  portions  in  the  most  anterior  part  of 
the  posterior  column  are  spared,  or  are  at  most  but  slightly 
affected.  The  morbid  changes,  if  the  degeneration  is  not 
already  universal,  are  usually  most  marked  in  the  lumbar  and 
thoracic  regions ;  but  cases  occur  in  which  the  cervical  region 
is  that  most  affected.  The  degeneration  ascends  within  the 
funiculus  gracilis  to  beyond  the  obex  of  the  calamus  scriptorius, 
and  ceases  about  the  level  of  the  striae  acusticae. 

When  the  degeneration  of  the  posterior  columns  is  extreme, 
they  appear  grey  or  greyish-red,  even  on  the  exterior  of  the  cord ; 
in  transverse  section  the  tissue  looks  uniformly  grey  and  translu- 
cent. At  the  same  time  the  depth  and  width  of  the  posterior 
columns  are  more  or  less  diminished.  The  posterior  roots  also 
look  grey  and  atrophic. 

Within  the  grey  matter  the  fibres  entering  the  posterior  horns, 
and  those  of  the  column  of  Clarke  that  originate  in  the  posterior 
roots,  become  degenerate.  In  rare  cases  some  of  the  ganglion- 
cells  of  the  gr^y  matter  atrophy  and  disappear. 

Not  infrequently  grey  patches  are  found  in  the  optic,  oculo- 
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motor,  and  trifacial  nerves,  as  well  as  in  the  substance  of  the 
brain.  The  spinal  nerves  are  those  which  are  most  apt  to  be 
degenerate  ana  atrophic,  though  the  cerebral  nerves  are  sometimes 
aEfected  also  (Oppbxheim).  The  spinal  root-ganglia  have  until 
recently  been  but  little  examined,  but  according  to  Wollbnberg 
and  Stroebe  degenerative  changes  can  also  be  recognised  in 
them. 

The  most  prominent  feature  in  tabes  is  the  progressive  disinte- 
gration of  the  parts  of  the  sensory  neurons  situate  in  the  posterior 
roots,  the  posterior  horns,  and  the  posterior  columns,  the  process 
generally  lasting  for  several  years,  and  in  particular  cases  even 
for  decades.  In  its  earlier  stages  the  disease  is  characterised  by 
symptoms  of  sensory  irritation,  lightning  pains,  formication,  and 
a  sense  of  constriction  round  the  waist,  together  with  loss  of  the 
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patellar  reflex,  insensibility  of  the  pupil  to  luminous  impressions, 
diplopia,  amblyopia,  and  gastric  disturbance  (gastric  crises).  At 
a  later  stage  disorders  of  gait  (ataxia),  diminished  sensibility  to 
touch  and  pain,  loss  of  the  muscular  sense,  difficulty  of  micturi- 
tion, and  lastly  paralysis  of  the  legs,  are  the  ordinary  symptoms. 

Fat-granule  cells  make  their  appearance  in  the  tubular  spaces 
left  vacant  by  the  atrophy  of  nerve-fibres  (Fig.  203  J)  and  in  the 
IjTDph-sheaths  of  the  vessels  (e),  so  long  as  the  destruction  of  the 
nerve-fibres  continues  in  the  posterior  columns.  Proliferation  of 
the  neuroglia  ensues  in  the  region  of  degeneration,  residting  in 
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sclerosis  (Fig.  203  c?),  by  which  the  vacant  nerve-spaces  are  con  — 
tracted  and  more  or  less  obliterated.     Usually  some  nerve-fib 
are  still  preserved,  even  in  advanced   cases  (Fig.  203  a)  ;   bu 
places  may  be  found  in  the  posterior  columns  that  are  entirel 
devoid  of  nerve-fibres. 

The  starting-point  of  the  degeneration  in  tabes  has  not  as  ye 
been  definitely  made  out.     The  most  natural  supposition  is  tha 
the  cells  of  the  spinal  root-ganglia  are  the  first  to  degenerate,  an 
that  the  changes  in  the  posterior  roots  and  columns,  as  well 
in  the  peripheral  nerves,  are  of  the  nature  of  secondary  degenera — 
tions. 

The  researches  of  Wollenberg  and  Stroebe  on  the  root^^ 
ganglia  point  in  this  direction;  for  Stroebe  was  able  to  shonv 
that,  in  cases  of  tabes,  shrinking,  abnormal  pigmentation,  vacuolar 
tion,  fragmentation,  nuclear  degeneration,  and  in  the  end  total 
disintegration  took  place  in  the  ganglion-cells,  accompanied  bv 
signs  of  proliferation  in  the  connective  tissue.  Of  special  signifi* 
cance  is  the  fact  that  Wollenberg  and  Stroebe  discovered  de- 
generative changes  in  the  nerve-cells  even  in  incipient  cases  of 
tabes.  The  recorded  investigations  are,  however,  as  yet  far  too 
few  to  establish  the  above-mentioned  supposition,  and  it  must 
therefore  be  admitted  as  a  possible  view  that  the  degeneration 
may  begin  in  the  central  or  in  the  peripheral  part  of  the  axis- 
cylinder  process  of  the  ganglion-cell.  It  is  conceivable  that  some 
injurious  agent,  present  either  in  the  subarachnoid  liquid  or  in 
the  blood,  may  be  capable  of  exerting  a  degenerative  action  on 
the  sensory  nerve-fibres;  and  the  fact  that,  according  to  Titczek, 
chronic  ergotin-poisoning  induces  a  degeneration  of  the  posterior 
columns  in  all  points  analogous  to  that  which  constitutes  the  ana- 
tomical lesion  in  tabes,  must  be  regarded  as  favourable  to  this 
theory. 

Clinical  observers  mention,  as  predisposing  causes  of  tabes, 
cold,  over-exertion,  sexual  excesses,  etc.  Of  late  Foubnieu, 
Erb,  Gowers,  and  others  have  maintained  that  more  than  half 
the  cases  are  due  to  syphilis.  If  this  may  be  taken  as  correct, 
we  must  assume  that  syphilitic  infection  gives  rise  to  the  forma- 
tion within  the  organism  of  noxious  products  that  have  a  specifi- 
cally injurious  effect  on  the  sensory  neurons. 

According  to  the  observations  of  Westphal,  Glaus,  and 
others,  degeneration  of  the  posterior  columns  very  often  occurs  in 
persons  who  are  suffering  from  paralytic  dementia. 
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99.     Acnte  anterior  poliomyelitis  is  a  peculiar  disease  o 
the  anterior  horns  of  the  spinal  cord,  with  well-defined  clinical 
symptoms.      It  generally  occurs  in  children  (whence  the  teriQ 
infantile  spinal  paralysis  is  applied  to  it),  more  rarely  in  adults. 
In  its  typical  form  it  begins  with  the  symptoms  of  an  infective 
febrile  disorder,  and  after  a  few   days  this  is  associated  with 
unilateral  or  bilateral  motor  paralysis,  sometimes  limited  to  the 
lower  or  upper  limbs,  sometimes  involving  all  the  extremities. 
After  a  certain  time  the  paralysis,  originally  affecting  a  number 
of  muscles,  as  a  rule  passes  away  as  regards  some  of  them  ;  but 
after  this  no  further  recovery  of  power  takes  place  in  the  muscles 
that  remain  paralysed,  and  they  thereupon  become  more  and  more 
atrophic. 

From  the  histological  researches  that  have  so  far  been  made, 
the  disease  would  appear  to  be  of  haematogenous  origin,  and  in 
typical  cases  due  to  an  undiscovered  noxioud  agent  acting  like  a 
specific  poison  upon  the  ganglion-cells  of  the  anterior  horns 
(Charcot,  von  Kahldex,  Rissler),  or  in  some  cases  upon  the 
corresponding  motor  nuclei  of  the  medulla  oblongata.  In  severe 
cases  of  the  disease  the  toxic  action  may  be  associated  from  the 
outset  with  inflammatory  exudation  or  with  haemorrhage  at  the 
seat  of  greatest  destruction.  In  atypical  cases,  ending  likewise  in 
motor  paralysis,  the  incipient  morbid  changes  are  not  improbably 
of  the  nature  of  ischaemic  or  haemorrhagic  degeneration  due  to 
alterations  in  the  blood-vessels. 

In  recent  cases  the  ganglion-cells  exhibit  various  signs  of 
degeneration,  such  as  granular  and  cloudy  swelling,  vacuolation, 
hyaline  change,  general  disintegration,  and  shrinking. 

After  the  lapse  of  some  months  or  years  the  number  of  gan- 
glion-cells in  the  region  corresponding  to  the  paralysis  is  more  or 
less  diminished,  the  loss  being  sometimes  apparent  over  the  entire 
cross-section  of  the  anterior  horns,  sometimes  only  in  certain 
groups  of  ganglion-cells.  The  number  of  the  ganglion-cells  is 
moreover  found  to  be  somewhat  diminished  in  regions  outside 
that  of  the  persisting  paralysis,  and  in  some  cases  the  diminution 
is  perceptible  over  the  whole  length  of  the  cord. 

The  nerve-fibres  in  the  anterior  roots,  corresponding  to  the 
ganglion-cells  destroyed,  break  down  and  disappear.     Some  of  the 
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fibres  enteriDg  and  leaving  the  grey  matter  likewise  disappear, 
while  others  persist ;  the  surviving  fibres  may  indeed  be  present 
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in  considerable  numbers  even  after  great  destruction  of  the 
ganglion-cells  (von  Kahlden}.  The  neuroglia  and  the  blood- 
vessels at  times  show  hardly  any  appreciable  change,  and  the 
configuration  of  the  transverse  section  of  the  diseased  horn  devi- 
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ates  but  little  from  the  normal.  More  commonly,  however,  the 
horn  after  the  lapse  of  months  or  years,  at  least  at  the  part  where 
the  lesion  was  most  iuteuse,  becomes  shrunken  and  sclerotic  (Fig. 
204  by,  the  sclerosis  often  radiating  into  the  adjoining  white  mat- 
ter. In  other  cases  again  the  degenerate  portions  of  the  anterior 
horns  are  not  shrunken,  but  converted  into  a  mass  of  gelatinous 
tissue  almost  or  altogether  devoid  of  ganglion-cells  and  nerve- 
fibres.  This  tissue  is  composed  essentially  of  blood-vessels  aud 
loose-meshed  neuroglia  (Fig.  205  a  and  Fig.  188  B),  whOe  its  inter- 
stices contain  liquid,  and  in  recent  cases  detritus  of  nerve-matter 
and  granule-carrying  cells. 

The  cause  of  the  limitation  of  the  disease  to  the  anterior  horns 
lies  mainly  in  the  fact  that  these  possess  a  special  vascular  supply, 
independent  of  the  vessels  of  the  wliite  matter,  in  the  comual 
arteries  that  enter  the  cord  at  the  bottom  of  the  anterior  fissure. 
This  is  not.  however,  sufficient  to  account  for  the  peculiar  distri- 
bution of  the  degeneration  in  typical  cases,  and  we  must  further 
assume  that  the  poisonous  matters  which  induce  the  disease  have 
a  selective  or  specific  action  on  the  motor  ganglion-cells. 

In  other  respects  the  disease  is  doubtless  closely  related  to  the 
forms  of  haeraatogenous  myelitis  that  have  no  special  seat  of  elec- 
tion ;  and  indeed  cases  occur  in  which  not  only  the  anterior  but 
als<J  the  posterior  horns  show  signs  of  degeneration  (Fig.  191), 
and  others  in  which  both  the  white  and  the  grey  matter  undergo 
degeneration  and  infiammation. 
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100.  Progressive  atrophy  of  the  motor  neurons  of  the  anterior 
horns  (in  other  words,  of  the  motor  ganglion-cells  and  peripheral 
nerves)  gives  rise  to  a  disease  whose  characteristic  clinical  symp- 
tom is  wasting  of  certain  muscles ;  this  disease  is  accordingly 
described  as  progressive  spinal  muscular  atrophy,  or  briefly 
as  progressive  amyotrophy. 

The  affection  is  due  essentially  to  progressive  degeneration 
and  atrophy  of  the  large  motor  ganglion-cells;  these,  without 
undergoing  any  notable  change  of  structure,  steadily  diminish  in 
size  (Fig.  184),  while  the  corresponding  motor  nerve-fibres  and 
the  muscles  supplied  by  them  also  waste  in  proportion.  The 
atrophy  begins  most  frequently  in  the  cervical  region,  and  accord- 
ingly the  hand-muscles  (muscles  of  the  thumb,  hypothenar  emi- 
nences, interossei,  and  lumbricales)  are  the  first  to  waste,  and  the 
muscles  of  the  forearm  and  shoulder  follow  later.  Sometimes, 
however,  the  wasting  begins  in  the  lower  limbs  and  ascends. 

Progressive  atrophy  of  the  neurons  whose  cells  are  situate  in 
the  motor  centres  of  the  cerebral  cortex,  or  primary  sclerosis  of 
the  pyramidal  tracts,  is  from  the  nature  of  the  symptoms  gener- 
ally regarded  as  the  anatomical  basis  of  a  form  of  progressive 
motor  paresis  and  paralysis,  combined  with  spasmodic  rigidity  of 
the  muscles,  reflex  spasms  and  contractures,  and  increased  tendon- 
reflexes,  which  is  known  as  spastic  spinal  paralysis,  or  spasmodic 
tabes.  These  symptoms  are,  however,  in  most  cases  really  due 
to  transverse  myelitis,  disseminated  sclerosis,  compression  of  the 
cord,  or  hydromyelia.  Primary  degeneration  limited  to  the  pyra- 
midal tracts  has  as  yet  been  demonstrated  in  but  very  few  cases. 
These  cases  are  nevertheless  sufficient  to  establish  beyond  a  doubt 
the  actual  existence  of  a  neuronic  degeneration  of  this  kind,  and 
all  that  remains  to  be  decided  is  whether  the  primary  lesion  is  a 
degeneration  of  the  axis-cylinders  or  some  morbid  change  in  the 
ganglion-cells. 

On  the  other  hand,  a  combination  of  progressive  degeneration 
of  the  pyramidal  tracts  with  atrophy  of  the  anterior  horns  and  the 
motor  peripheral  nerves  is  not  uncommon,  and  forms  the  anatomi- 
cal basis  of  the  disease  known  as  amyotrophic  lateral  sclerosis. 
Wasting  of  the  muscles  is  a  characteristic  clinical  feature  of  this 
disease,  in  common  with  progressive  spinal  amyotrophy  ;  but  it 
is  distinguishable  from  the  latter  by  the  increased  vigour  of  the 
tendon-reflexes. 

The  ultimate  disappearance  of  the  nerve-cells  of  the  anterior 
horns  takes  place  in  the  same  way  as  in  spinal  amyotrophy,  by 
progressive  diminution  in  size,  ending  at  length  in  the  destruction 
of  the  majority  of  the  cells  (Fig.  206  a).  In  the  region  of  the 
crossed  pyramidal  tracts  (6),  and  in  the  direct  pyramidal  tracts 
also,  provided  all  the  motor  fibres  have  not  decussated,  some  of 
the  fibres  disappear  as  in  the  case  of  tabes,  and  this  in  time  is 
followed  by  sclerotic  induration  of  the  neuroglia  (6). 
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The  process  that  takes  place  in  the  anterior  horns  of  the  cord 
may  likewise  involve  the  motor  nuclei  of  the  medulla  oblongata 
(hypoglossal,  vagus,  accessory,  facial,  and  glossopharyngeal),  and 
lead  to  progressive  wasting  of  the  niuscleB  innervated  by  them. 
The  disease  thereby  occasioned  is  known  as  progresaive  bulbar 
paralyaiB  or  glosso-lubio-laryiigeal  paralysis,  and  it  may  be  ac- 
companied by  degeneration  of  the  pyramidal  tracts,  or  exist  as  an 
independent  malady. 

The  cause  of  progressive  atrophy  of  the  motor  neurons  is  still 
obscure,  and  we  do  not  know  whether  the  first  perceptible  changes 
occur  in  the  axis-cylinder  processes  or  in  the  cells  themselves.  In 
degeneration  of  the  pyramidal  trEtcts  the  atrophic  process  has  been 
traced  upwards  to  the  cerebrum,  and  simultaneous  wasting  of  the 
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ganglion-cells  of  the  cerebral  cortex  in  the  central  gyri  (Char- 
cot, Marie)  has  in  some  eases  been  recorded;  but  it  has  not 
been  determined  how  far  the  atrophy  of  tlie  nerve-fibres  corre- 
sponds to  that  of  tlie  ganglion-cells  of  the  cortex.  It  Is  worthy 
of  note  that  in  progressive  paralytic  dementia,  in  which  the  cere- 
bral cortex  undergoes  atrophy,  degeneration  of  the  pyramidal 
tracts  is  a  frequent  concomitant. 

So  far  as  our  present  knowledge  extends,  it  is  probable  that 
the  morbific  agent,  wliatever  it  be.  exerts  its  influence  in  some 
cn'*eB  on  the  nerve-cells  and  in  others  on  the  axis-cylinder  pro- 
cesses, the  peripheral  portion  of  the  fibres  thereupon  underj^ing 
degeneration  throughout  tlieir  entire  length.     The  morbific  agent 
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is  probably  some  toxic  substance  elaborated  within  the  body  (per- 
haps in  the  course  of  an  infective  disease)  or  introduced  from 
without.  According  to  Marie,  Proust,  and  others,  the  use  of 
the  chick-pea  (^Lathyru%  cicera)  in  food  causes  degeneration  of  the 
motor  neurons.  In  certain  cases  there  is  probably  also  some 
hereditary  or  congenital  disposition  to  disease  of  particular  neu- 
rons or  groups  of  neurons  (Art.  101). 
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101.  In  addition  to  the  forms  of  degeneration  just  described, 
which  affect  functionally -related  neurons,  we  not  infrequently 
meet  with  cases  wherein  various  functionally- independent  groups 
of  neurons  are  involved.  The  affections  thus  induced  have  hitherto 
been  commonly  described  as  combined  systemic  diseases.  For 
example,  along  with  degeneration  of  the  sensory  fibres  of  the 
posterior  columns,  degeneration  of  the  pyramidal  tracts  (Fig.  207 
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a  b  d),  alone  or  in  combination  with  the  direct  cerebellar  tracts 
(Fig.  208  i)  whose  nerve-cells  lie  in  the  vesicular  column  of 
Clarke,  is  occasionally  met  with;  and  the  clinical  symptoms  cor- 
responding to  the  several  sets  of  degenerations  are  then  mani- 
fested  simultaneously.      In  the  malady  known  as  Fziedreleh^ 
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disease,  or  hereditary  ataxia,  which  seems  to  be  referable  to  a 
particular  congenital  dnd  hereditary  predisposition,  the  crossed 
pyramidal  and  the  direct  cerebellar  tracts  are  diseased,  along  with 
the  columns  of  GoU  and  Burdach.  Again,  degeneration  of  the 
great  sensory  and  motor  neurons  and  neuronic  systems  is  some- 
times combined  with  a  like  disease  of  the  commissural-cells  and 
of  the  tract-cells  that  send  their  processes  into  the  antero-lateral 
columns,  and  this  gives  rise  to  the  appearance  of  systemic  or  tract- 
like degeneration  in  the  affected  regions. 
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CHAPTER  XXXIV 


INFECTIVE  GRANULOMATA  AND  TUMOURS  OF  THE  CORD 

102.  Taberculosis  of  the  spinal  cord  occurs  in  three  different 
forms.  In  the  first  place,  single  nodes,  or  even  a  solitary  node, 
may  be  formed  in  the  substance  of  the  cord,  consisting  of  a  central 
cheesy  mass,  sometimes  enclosing  a  small  cavity  due  to  disintegra- 
tion, with  a  marginal  zone  of  grey  somewhat  translucent  granula- 
tion-tissue. The  nodes  are  sometimes  as  large  as  a  hazel-nut,  and 
induce  more  or  less  extensive  degeneration  ot  the  nerve-substance, 
followed  by  secondary  degeneration  of  the  tracts.  Large  nodes 
interrupt  entirely  the  continuity  of  the  nerve-fibres.  Secondary 
tubercles,  due  to  lymphatic  absorption,  appear  sooner  or  later  in 
the  pia  mater  near  the  affected  region ;  and,  according  to  an 
observation  of  Obolonsky,  the  tuberculous  infection  may  spread 
by  way  of  the  central  canal,  so  that  new  tubercles  develope  at 
a  distance  from  the  original  caseous  node. 

The  second  most  common  form  of  tuberculosis  of  the  cord 
arises  by  extension  from  the  meninges;  it  is  a  tuberculous 
meningo-myelitis,  in  which  aggregations  of  cells  and  tubercles 
develope  round  the  vessels  that  enter  the  cord  (Fig.  209).  The 
tracts  of  nerve-fibres  show  manifold  signs  of  degeneration,  and  in 
particular  disintegration  of  the  medullary  sheaths  and  swelling 
of  the  axis-cylinders  (i). 

The  third  form  is  that  of  disseminated  tuberculosis  of  the  cord, 
independent  of  meningeal  tuberculosis.  In  this  form,  typical 
tubercles  and  circum vascular  accumulations  of  cells  make  their 
appearance  both  in  the  white  and  in  the  grey  matter,  and  by  dis- 
turbing the  circulation  and  nutrition  of  the  tissue  give  rise  to 
numerous  patches  of  local  degeneration,  as  well  as  to  secondary 
degeneration  of  the  tracts. 

The  smallest  tubercles  are  scarcely  visible  by  the  naked  eye ; 
the  larger  ones  form  grey  and  caseous  nodes,  which  generally 
exhibit  the  characters  of  white  softening. 

S]rphilitic  affections  of  the  cord  start  as  a  rule  in  the  mem- 
branes, and  are  thus  of  the  nature  of  meningitis  and  meningo- 
myelitis  (Art.  104)  ;  syphilitic  disease  of  the  vessels  may  how- 
ever give  rise  to  degeneration  and  inflammation  (syphilitic 
myelitis)  in  the  interior  of  the  cord.  As  has  been  already  re- 
marked, syphilis  is  «aid  to  be  capable  of  causing  extensive  chronic 
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degenerative  changes,  such  as,  for  example,  the  characteristic  scle- 
rosis of  the  posterior  columns  in  tabes  dorsalis. 

In  leprosy  of  the  nerves  {lepra  anaeathetica)  the  spinal  cord 
is  in  certain  cases  also  involved.  In  some  instances  the  affection 
is  discoverable  only  by  histological  examination,  and  is  manifested 
by  degeneration  and  atrophy  of  the  nerve-elements,  and  of  the 
ganglion-cells  in  particular  (Tschirjew).  In  other  cases  patches 
of  softening  and  haemorrhagic  infiltration  are  formed,  and  the  mi- 
croscope discloses  in  them  disintegration  of  the  nervous  substance, 
extravasations  of  blood,  and  inflammatory  exudations.  According 
to  the  researches  of  Sudakewitsch,  made  chiefly  upon  the  Gas- 
serian  ganglion  and  on  the  spinal  root-ganglia,  the  bacilli  of  lep- 
rosy enter  the  nerve-cells,  and  cause  vacuolation  and  destruction 
of  their  protoplasm.  Chassiotis  found  large  numbers  of  the 
bacilli  of  leprosy  in  the  neurogliar  tissue  of  the  grey  and  white 
matter,  but  failed  to  find  them  in  the  ganglion-cells. 
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Lionville:   Tuberculous  cerebro-spinal  meningitis  A.  de  physiol.  ni  1870; 

Progres  med,  1874  • 

Oboloxsky  :  Spread  of  tuberculosis  bv  the  central  canal  Prager  Z.  f.  Heilk.  ix 

1888 
Sachs  :  Solitary  tubercle  of  the  cervical  cord  Neurol.  Cent.  1887 
Schultze:  Tuberculosis  of  the  cerebro-spinal  nervous  system  D.  A.  f.  klin. 

Med.  XXV  1879 
ViRCHOW :  Die  krankhnften  GesrhwUlste 
Williams  :  The  spinal  cord  and  its  membranes  in  tuberculous  and  purulent 

basilar  meningitis  D.  A.f.  klin.  Med.  xxv  1880 
Zunker:  Tuberculosis  in  the  grey  matter  Z.f.  klin.  Med.  1 1879 

References  on  Syphilitic  Degeneration  of  the  Cord, 

Boettiger:  A./.  Psych,  xxvi  1894  (with  references) 
Greiff:  A.f.  Psych,  xii  1882 

RuMPF :  Die  syphtlitischen  Erkrankungen  des  Nervensystems  Wiesbaden  1887 
ScHMAUS :  D.  A.f.  klin,  Med.  XLiv  1889 

Westphal  :  The  relation  of  syphilis  to  tabes  A.f.  Psych,  xi  1881 
Williamson:  Changes  in  the  spinal  cord  in  a  case  of  syphilitic  paraplegia 
Med,  Chronicle  xiv  Manchester  1891 

References  on  Leprosy  of  the  Cord, 

Chassiotis  :  Bacilli  in  the  cord  in  anaesthetic  leprosy  Monatsh,  fprakt.  Dermat. 

VI  1887 
Danielssbn  and  Boeck  :  Traite  de  la  spedalsked  Paris  1848 
Langhans:  Anaesthetic  leprosy  V.  A.Qi  1875 
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LooFT :  Morbid  anatomy  of  anaesthetic  leprosy  V.  A.  128  1892 
Steudener  :  Pathologie  der  Lepra  mutilans  Erlangen  1867 
SuDAKEWiTSCH  :  Moi'bid  anatomy  of  leprosy  Ziegler^s  Beitrdge  ii  1888 
TnoMA :  I^pra  arabum  V.  A.  67  1873 

T8CHIR.JEW :  Lesions  of  the  cord  in  a  case  of  anaesthetic  leprosy  A.  de  ph^iM, 
VI 1879 

103.  Among  the  tumourB  of  the  spinal  cord  the  gliomata 
are  the  only  ones  that  occur  with  any  frequency.  They  usually 
form  elongated  growths,  situated  chiefly  about  the  central  canal 
or  behind  it.  They  consist  of  dense  or  sometimes  of  delicate 
and  gelatinous  neurogliar  tissue,  and  often  enclose  cavities,  giving 
rise  to  the  conditions  of  hydromyelia  and  syringomyelia  (Art. 
95).  That  in  many  cases  they  are  the  result  of  anomalies  of  de- 
velopment is  beyond  question.  At  times  they  are  highly  vasciUar, 
and  are  then  distinguished  by  the  special  name  of  telangiectatic 
gliomata. 

Fibromata,  sarcomata,  gliosarcomata,  and  angiosarcomata  are 
but  rarely  met  with  in  the  cord ;  multiple  fibromata  may,  how- 
ever, appear  in  it  in  cases  of  general  fibromatosis  of  the  peripheral 
nerves.  The  growths  as  a  rule  take  the  form  of  rounded  tumours, 
which  give  rise  to  more  or  less  extensive  degeneration. 

References  on  Tumours  of  the  Cord  (see  also  Art.  95). 

FCrstner:  Glioma  A,f  Psych,  xiv  1884 

Glaser:    Central  angio-sarcoma  in  the  cervical  and  lumbar  cord  A,  f  PsycL 

XVI 1886  • 

Klebs:  Glioma  Prager  Vierteljahrsschr.  f,  d,  prakt.  Heilkunde  133 
KoHTs:  Tumours  of  the  spinal  cord  GerhardVs  Handb,  d.  Kinderkrankheiten 

Tubingen  1880 
Lachmann  :  Glioma  A./.  Pysch.  xiii  1882 
Leydex:  Klinik  der  Riickenmarkskrankheiten  1874 
Reisingkr:  Glioma  V.  A,  98  1884 
Rosenberg:  Tumours  of  the  cord  Inaug.  Diss.  Strassburg  1892  (with  refoi- 

ences) 
Roth  :  Glioma  A .  de  physioL  1878 

SchUppel  :  Glioma  and  glio-myxoina  A .  d.  Heilk.  viu  1867 
Schultze:  Glioma  A./.  Pysch.  viii  1878;   V.  A.  1021885 
ViRCHOw:  Die  krankhaften  GeschwiUste 
Volkmann:  Glioma  D.  A.f.  klin.  Med.  XLii  1888 
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CHAPTER    XXXV 
THE  MEMBRANES  OF   THE  CORD 

104.  The  most  important  morbid  cliaiiges  in  the  internal 
memhr»ne8  of  tlie  cord,  the  pia  mater  imd  arachnoid,  are  those 
due  to  inflammation  from  haematogenous  infection,  from  the 
direct  extension  of  inflammation  in  neighbouring  parta,  or  from 
traumatic  injury.  The  term  spinal  meningitis  in  applied  to  tliis 
condition.  In  purulent,  aero-purulent,  and  tibrino-purulent  in- 
flammations a  wliitish  exudation,  containing  a  varying  number  of 
pu8-corpUHcle8,  and  often  fibrin  also,  collects  in  the  subarachnoid 
space  and  within  the  pia  mater.  The  exudation  is  sometimes  eon- 
&ied  to  the  posterior,  Bometimes  to  the  anterior  surface  ;  again 
it  may  extend  over  the  entire  length,  or  only  over  a  limited  por- 
tion of  the  cord.  In  certain  cases  the  inflammatory  exudation 
appears  simultaneously  or  at  a  later  stage  in  the  cerebral  pia  mater 
(cerebro-spinal  meningitis},  or  cerebral  meningitis  is  followed  by 
the  spinal  affection. 

Traumatic  purulent  meningitis  is  probably  in  most  cases  due 
to  the  infection  of  some  pre-existing  injury  by  the  ordinary  micro- 
cocci of  suppuration,  and  this  is  also  true  of  some  of  the  haema- 
togenous  and  conducted  or  consecutive  forma  of  inflammation. 
In  a  special  infective  disease  whereof  inflammation  of  the  cereltro- 
spinal  meninges  forms  a  characteristic  feature,  known  as  epidemic 
cerebro-spinal  meningitis,  the  Hiplococcug  pneumoniae  appeurs  to 
be  the  ordinary  exciting  cause ;  otner  micrococci  and  bacilli  have, 
however,  been  detected  in  this  affection  (Adenot,  Neumann, 
Schaeffer).  Bosomb  discovered  a  peculiar  streptococcus  asso- 
ciated with  an  epidemic  of  cerebro-spinal  meningitis  that  took 
place  in  the  neighbourhood  of  Padua. 

The  fibres  of  the  white  matter  of  the  cord  adjoining  the 
inflamed  regions  often  undergo  degenerative  changes,  the  medul- 
lary sheaths  disintegrating  and  the  axis-cylinders  swelling  up. 
Occasionally  the  inflammation  spreads  along  the  vessels  and  the 
supporting  strands  of  fibrous  tis.sue  to  the  substance  of  the  cord 
itself,  and  thus  produces  meningo-myeUtis.  In  the  nerve-roots, 
likewise,  inflammator}"  infiltrations  and  degenerative  changes 
sometimes  make  their  appearance,  and  then  n^zitlB  is  superadded 
to  the  other  disorders. 

When  recovery  takes  place  after  acute  meningitis  the  exuda- 
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tion  IS  absorbed  but  more  or  less  extensive  white  iniluratioiu, 
produced  bj  proliferation  of  the  connective  tissue,  remain  beliind : 
at  times  also  adhesions  of  the  pia  miter  to  the  arachnoid  tissue 
and  the  dura  mater  are  fomitd  and  the  nerves  are  tlierelij 
encn»ed  in  Licatiuivt  tissue  and  undergo  partial  atrophy.  In  the 
cord  itself  atro((hy 
(W   IH  ,lLaBSBCS*^'^'?vT*.<i?Wf*^i  and    Bclerosta     alone 

V.mM  lliaW»*.\  fe   ''■CvX*^  11,^  marginal  .uria<; 

is  an  occasional  result 
of  the  pri>ces8. 

Tnberenloais  of 
the  pia  mater  and  of 
tlie  arachnoid   mem- 
brane may  be  limited 
to  the  vertebral  canal, 
>r  niiy  accompany  tubercn- 
1  lis  of  tlie  cerebral  menin- 
ges    the  latter  is  the  more 
L  iiiinon  occurrence,  and  the 
ill  i.  ise  is  then  apt  to  itivolvfl 
til    cervical  portion  of  the 
tlicca  vertebralis. 

The  tuberculosis  is  some- 
times consecutive,  and  asso- 
ciatod  with  tuberculous  dis- 
ease of  the  vertebrae  and 
duni  mater  or  of  the  sub- 
8t!iiice  of  the  cord ;  in  other 
instimces  it  is  of  haematoge- 
noiit;  origin.  It  is  at  times 
niiuiifested  only  by  an  eT\i\t- 
turn  of  tuberciUous  nodules. 
More  commonly,  however,  a 
more  or  less  extensive  in- 
flammation is  set  up,  in 
consequence  of  which  the 
subarachnoid  liquid  becomes 
turbid,  the  pia  mater  is  in- 
filtrated witli  a  thin  yellow- 
ish-white sero- purulent  or 
fibn no-purulent  exudation, 
sometimes  though  not  fre- 
quently miugled  with  ex- 
travasations of  blood  from 
small  haemorrhages  (Fig.  209  6  off').  The  tubercles  are  for  the 
most  part  seated  on  the  walls  of  the  blood-vessels  (/). 

TabarCDlonB  mouingltiB  may  spread  also  in  the  cord  (i)  and 
nerve-roots  (e  k),  the  process  thereupon  assuming  the  characters 


iLongttvitinat  lection   thmviih   thr 

potlerior  roots     preparalion  hanlftird  in 

MBUtTtfiuid  ami  slanted  mtth  aiulin-blue 

by  Stroebr  a  method     x  4S) 

a  spinal  iv>rd  b  pin  mitter 

c  Bubaracliiioid  Bpni'e     d  nrachrioiil  membrans 

t    pusterloT  roots  in  til)  rated  with  cells  aiid  eon- 

(ainiii);  a  few  swollen  aiis-oylinders 
/  TesneU  with  pmllfeiuus  walla  lutillrated  with 

0  cellular  Inflltraliun  in  snbaracluiold  apace 
h  raaases  ii[  cells  iDlerpeiietrating  the  nerves 
i   swollen  azis-i^ylindera 
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of  tnbarculons  meningo-myelitiB  and  a«tiritls,  and  leading  to 
more  or  less  exleiisivt;  ik'geiii^niliuii  of  tlie  nerve-el euienls  (e  i)  in 
the  affected  region  (Ail.  10:^,  witlj  references). 

Sjrphilitlc  spinal  meningitis  is  on  the  whole  a  rare  disease. 
It  appears  in  the  form  of  rounded  or  superficially  diffused  inflam- 
matory infiltrations,  involving  to  a  variable  extent  the  adjoining 


i(  the  cord 

f  the  cord 

,,.         _ _  ot  heiiltli7  . 

g  Si  croas-s«ctlciii    ciC    degeni 

h  cellnlsr  tissue  connectinfc  the  arnrhtiold 
membrane  anil  the  dura  mater 

i  Dei*l;-(ormed  connective  tissue  sut- 
lonnding   and    uniting    the    aerve- 
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substance  of  the  cord  or  even  the  dura  mater.  In  particular 
cases  it  extends  from  the  vertebrae  and  dura  mater  to  the  internal 
membranes. 

The  inflammation  and  proliferation  lead  in  the  course  of  time 
to  thickening  of  the  pia  mater,  to  closer  cohesion  of  this  with  the 
arachnoid,  and  to  adhesions  between  both  and  the  dura  mater 
(Fig.  210  h  A).  The  nerves  lying  within  the  region  of  inflamma- 
tory proliferation  become  surrounded  by  new-formed  tissue  (t), 
and  gradually  undergo  atrophy  as  the  proliferation  invades  the 
endoneurium  also  (^g  g^*  Partial  necrosis  of  the  inflamed  and 
proliferous  tissue  occasionally  results  in  the  formation  of  cheesy 
deposits  (Z)  within  the  cicatricial  indurations.  The  adjacent  sub- 
stance of  the  cord,  by  compression  and  by  disturbance  of  its 
nutrition  due  in  part  to  obliteration  of  the  vessels,  may  undergo 
more  or  less  extensive  atrophy  and  sclerosis  (p  and  p  below). 
Sometimes  the  inflammatory  infiltration  and  proliferation  extend 
along  the  connecting  strands  of  fibrous  tissue  and  the  vessels  into 
the  interior  of  the  cord  (n  and  p  left  side). 

Haemorrhages  into  the  meninges  are  generaUy  the  result  of 
traumatic  injury ;  they  occur  also,  however,  in  connexion  with 
haemophilia,  purpura,  and  infective  diseases,  and  in  rare  cases 
they  arise  from  causes  that  cannot  be  traced. 

References  on  the  Aetiology  and  Histology  of  Spinal  Meningitis, 

Adenot:  Bacteriological  researches  on  a  case  of  meningitis  A,  de  med.  exp.  i 

1889 
BoNOME :  Aetiology  of  epidemic  cerebro-spinal  meningitis  Ziegler^s  Beitrdge  viii 

1890 
Centaxni:  a  new  micro-organism  in  meningitis  A,  per  le  scienze  med.  xvii 

1893  (with  references) 
FoX  and  Bokdoxi-Uffreduzzi:  Aetiology  of  epidemic  cerebro-spinal  menin- 
gitis Z.  f.  Hygiene  iv  1888 
Goldschmidt:  Aetiology  of  cerebro-spinal  meningitis  Cent,  f  Bakteriologie  ii 

1887 
Hauser:  Frankel's  pneumoniardiplococcus  in  cerebro-spinal  meningitis  M&nch. 

med,  Woch,  1888 
Netter:  Meningitis  due  to  the  pneumococcus  A.  gen,  de  med,  1887 
Neumann  and  Schaeffer:  Aetiology  of  purulent  meningitis  V,  A,  109  1887 
Ortmann:  Aetiology  of  cerebro-spinal  meningitis  A,f,  exp.  Path,  xxiv  1888 
Weichselbaum  :  Aetiology  of  acute  cerebro-spinal  meningitis  Fortschr,  d,  Med, 

V1887 
WiETiNG :  Menin go-myelitis  Ziegler*s  Beitrdge  xiii  1893 

References  on  Syphilis  of  the  Spinal  Meninges  and  of  the  Cord* 

Boettiger:  Syphilitic  diseases  of  the  spinal  cord  A,  f.  Psych,  xxn  1884 

(with  references) 
Buttersack:  Syphilitic  diseases  of  the  central  nervous  system  A,  f.  Psych, 

XVII 1887 
Charcot  and  GtOMbault:  Disseminated  lesions  in  a  syphilitic  woman  A.dt 

physiol.  1873 
DiNKLEB :  Tabes  dorsalis  with  syphilitic  meningitis  Z.  f.  NervenkeHk, 
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Jcillabd;  Loealtiation)  tpinales  de  la  syphilis  Paris  1879 

Lakcerbacx:  Trails  dt  la  xyphitit  Paris  1B79 

1Juijj:b:  Syphilis  of  the  cord  A.f.  Derm,  xxiii  1891 

Pick:  Cerebro-Bpiiial  Hyphilis  Prat/er  Z.  f.  Heilk.  xiii  1892 

KiiMPr:  SyphilitUche  Ertrankungen  ilea  Nervemystem$  Wiesbaden  1887 

SlCMERLiNo:  Congenital  cerebral  and  spinal  syphilis  A./.  Piyck.  xi  1888; 

Syphilis  of  the  central  nervous  system  ibidem  xxii  1890 
Sottas:  L'anal.  el  la  din.  det  paralyriei  splnales  syphiiiliqMes  Paris  1894  (with 

references) 

105.  Among  the  tnmonra  of  the  inner  spinal  membranes, 
small  OBtooinata  are  the  lirst  to  be  mentioned ;  in  the  form  of 
small  white  discs  or  plates  they  are  often  found  in  the  arachnoid. 
According  to  Zaxda  their  formation  is  due  to  degenerative 
changes  in  the  fibrous  tissue,  and  they  are  furnished  with  new 
blooct-vessels  from  the  dura  mater.    Varicose  dilatations  of  the  pial 


(Crt>t»-»eetion  iff  the  lumbar  coni  .*  preparation  hardened  in  MUUer't  fivid  and  ateohol, 
cvl  in  celbndin,  tlained  utith  haeinaloxylin  and  carmine,  and  mounted  in  Canada 
bidtam  :  x  4) 
a    dara  mater  d  d,    transverse  secllnti  tbraugh  the  an- 

terior nerve- roots 

n  through  the  poa- 


veins  are  not  uncommon,  and  sometimes  lead  to  the  formation  of 
venous  caveiBons  angiomata  (Fig.  211  <;),  which  as  they  grow, 
produce  compression  of  the  cord  (6)  and  of  the  nerve-roots 
(rf  d,  e  e,). 

Of  the  true  tumours,  most  of  the  connective-tissue  forms  occur 
as  primary  growths,  such  as  sarcomata,  fibromata,  myxomata,  an- 
giomata, angio-sarcomata,  and  Upomata.  Llpomata  are  met  with 
chiefly  in  caaes  of  spina  bifida.      The  fibromata  form  rounded 
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nodes,  and  have  their  origin  most  commonly  in  the  perineurium 
of  the  nerve-roota  (Fig.  212  c  d).  The  sarcomata  form  rountled 
or  superficial  growths,  and  sometimes  invade 
the  eubstiince  of  the  cord.  Some  of  the 
sarcomata,  in  which  the  neoplastic  prolifera- 
tion starts  in  the  endothelium  enveloping 
the  fibrons  connecting  strands,  and  whiih 
possess  an  nlveolar  structiire,  are  classed 
with  ttie  alveolar  endothellomata. 

Tumours  characterised  by  excessive  vas- 
cular hyiierplasia  (Figs.  212  e  and  213)  are 
regarded  as  angioraata  and  angio-sarcomata. 


as 


and  iiiounledin  Canada  baliatn 


d  denucUated  * 


denucleated  coDnectiTe 

scular  tofts 


I  Biigio«iiriH)ma 


They  have  sometimes  a  peculiar  structure, 
recalling  that  of  the  placenta,  and  contain 
numerous  papillary  outgrowths  composed  of 
blood-vessels  (Fig.  213  a  b)  and  vascular 
tufts  (c  d),  interspersed  with  single  cella 
(e)  or  patches  of  myxomatous  and  sarcoma- 
tous tissue  (/).     The  hyaline  degeneration 
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(rf)   frequently   associated  with  these  neoplasms  justifies  us  in 
classing  them  as  cylindromata. 

Among  the  secondary  tmnours  carcinomata  and  sarcomata 
are  met  with,  some  forming  circumscribed  nodes,  and  others  dif- 
fuse proliferous  growths  which  fill  the  arachnoid  cavity,  envelope 
closely  the  cord  and  nerve-roots,  and  sometimes  invade  the  sub- 
stance of  the  cord  itself. 

References  on  Tumours  of  the  Internal  Spinal  Meninges. 

Baierlacher:  Cystosarcoma  Deutsche  Klinik  1860 

Braubach:  Lipoma  A,f.  Paych.  xv  1884 

Chiari  :  Cholesteatoma  of  the  dorsal  cord  Praqer  med,  Woch,  1883 

Ceamer  :  Multiple  angio-sarcoma  of  the  spinal  pia  mater  Inaug.  Diss.  Marburg 
1888 

Ganguillet  :  Cylindroma  Inaug,  Diss,  Berne  1878 

Gaupp:  Morbid  anatomy  of  the  spinal  cord  and  its  membranes  Ziegler^s  Bex- 
trdge  ii  1888 

Lachmann:  Glioma  of  the  filum  terminale  A,  f.  Psych,  xiii  1882 

Letden  :  Klinik  der  Riickenmarkskrankheiien  i  Berlin  1874 

Rosenberg:  Tumours  of  the  cord  Inaug.  Diss.  Strassburg  1892  (with  refer- 
ences) 

ScHULz:  Sarcoma  of  the  spinal  pia  mater  A./.  Psych,  xvi  1885 

Westphal:  Multiple  sarcomatosis  of  the  brain  and  of  the  membranes  of  the 
cord  A.f.  Psych,  xxvi  1894 

ZA>fDA:  The  development  of  the  osteomata  of  the  spinal  arachnoid  Ziegler*s 
Beitrdge  v  1889 

106.  The  spinal  dura  mater  forms  a  theca  or  elongated  sac 
loosely  enveloping  the  cord,  and  separated  from  the  vertebral 
canal  by  the  epidural  space.  Acute  inflammation  of  the  dura 
mater,  or  pachymeningitis,  as  a  rule  results  from  inflammation  of 
the  neighbouring  internal  membranes  and  of  the  vertebrae,  or  is 
of  traumatic  origin.  As  the  dura  mater  is  close  and  stout  in  tex- 
ture, inflammatory  infiltration  of  its  tissue  can  take  place  only  to 
a  slight  extent,  and  is  accordingly  in  most  cases  limited  to  its 
superficial  layers.  In  the  process  of  recovery  after  inflammation 
adhesions  to  the  adjacent  structures  are  apt  to  be  formed. 

Scattered  patches  of  proliferation  on  the  internal  surface,  suc- 
ceeding the  deposition  of  fibrin  thereupon,  are  occasionally  but 
not  very  frequently  observed,  and  lead  to  the  formation  of  deli- 
cate vascular  false  membranes.  Within  these  membranes  haemor- 
rhages of  varying  extent  are  apt  to  take  place,  and  the  process 
is  therefore  described  as  internal  haemorrhagic  pachymenin- 
gitis. Its  causation  is  unknown,  except  in  those  cases  where  it 
follows  vertebral  or  pial  disease,  or  where  tuberculosis  or  syphilis 
are  present.  The  slighter  forms  of  the  disease  cause  no  recognis- 
able changes  in  the  cord  itself.  In  the  severer  cases  adhesions, 
with  the  arachnoid  and  pia  mater  may  be  formed,  and  the  inflam- 
mation  may  extend  to  the  pia  mater  ;  in  such  cases  degenerative 
changes  soon  make  their  appearance  in  the  cord. 
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Tabercolosis  of  the  spinal  dura  mater  is  almost  always  a 
secondary  affection,  usually  proceeding  from  the  vertebrae,  more 
rarely  from  the  cord  and  the  pia  mater.  Numerous  caseous 
deposits  are  produced  in  the  epidural  space,  compressing  the 
dural  sac  and  the  spinal  cord  it  encloses.  The  dura  mater  is 
sometimes  covered  externally  with  caseous  granulomatous  de- 
posits, while  on  its  internal  surface  are  formed  delicate  pachy- 
meningitic  false  membranes  resembling  the  non-tuberculous 
membranes  above  referred  to.  If  the  tubercle-bacilli  penetrate 
into  the  substance  of  the  dural  sac,  disseminated  tubercles,  with 
or  without  caseating  granulations,  make  their  appearance  on  the 
internal  surface  of  the  membrane. 

Syphilitic  inflammation  and  granulomatous  proliferation 
occur  both  as  primary  and  as  secondary  morbid  processes  in  the 
dura  mater;  in  the  latter  case  they  originate  in  the  pia  mater, 
very  seldom  in  the  vertebrae  (Art.  104). 

Among  the  primary  tumours  of  the  spinal  dura  mater,  sarco- 
mata, fibromata,  and  myxomata  have  been  recorded.  Lipomata 
have  been  repeatedly  observed  in  the  epidural  space.  Hydatid 
cysts  may  develope  both  in  the  epidural  space  and  in  the  dural 
sac  itself ;  they  are,  however,  rare. 

Meferences  on  the  Morbid  Anatomy  of  the  Spinal  Dura  Mater. 

Adamkiewicz  :  Pachymeningitis  hypertrophica  Vienna  1890 

Burtin:  Hypertrophic  spinal  pachymeningitis  These  Paris  1878 

Charcot  :  Diseases  of  the  nervous  system  ii  London  1877-1883 

Francotte:  Fibroma  of  the  spinal  dura  mater  Ann.de  la  Soc.med.-chir.de 

Liege  1888 
Joffroy:  Spontaneous  cervical  pachymeningitis  These  Paris  1873;  A.  gen.  de 

med,  II 1876 
Laxcereaux:   Trait e  historique  et  pratique  de  la  syphilis  Paris  1873 
Miciiaud:  Meningitis  and  myelitis  in  spinal  disease  These  Paris  1871 
Xeisser:  Die  Erhlnococcenk'rankheitBerMnl&ll 
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CHAPTER  XXXVI 


STRUCTURE  AND  FUNCTIONS  OF  THE  BRAIN 

107.  The  part  of  the  central  nervous  system  enclosed  by  the 
c^ranium  consists  of  the  cerebrum  and  cerebral  axis,  with  the  cere- 
l3ellum. 

The  cerebrum  is  made  up  of  two  hemispheres,  united  by  a 
commissure,  the  corpus  callosum.  The  outer  surface  of  the  hemi- 
spheres is  marked  in  a  characteristic  fashion  by  ramifying  and 
intercommimicating  furrows  or  sulci^  between  which  the  brain- 
substance  is  thrown  into  tortuous  ridges  and  prominences,  known 
as  the  gyri  or  convolutions. 

Some  of  the  sulci  are  characteristic  of  the  human  brain,  and 
are  always  present;  others  are  subject  to  considerable  variation 
in  different  brains,  and  thus  the  details  of  the  configuration  of 
the  gyri  are  by  no  means  constant.  The  most  important  sulci 
are  the  sylvian  fissure  (Fig.  214  e),  the  central  or  rolandian  fis- 
sure (a),  the  pre-central  ((),  the  intraparietal  ((2),  the  snper- 
ficial -temporal  or  first-temporal  (/),  the  parieto-occipital  ((?), 
the  anterior-occipital  (t),  and  the  iixferior-occipital  (A)  fissures. 

The  central  or  rolandian  fissure  (a)  divides  the  cerebral  hemisphere  into  an 
anterior  and  a  posterior  portion  ;  the  gyrus  immediately  in  front  of  it  is  kno^n 
as  the  pre-oentral  or  ascending-frontal  {A)  convolution,  the  one  immedi- 
ately behind  it  as  the  post-central  or  ascending-parietal  {E)  convolution. 

The  term  opercular  or  central  lobe  is  applied  to  the  group  of  convolu- 
tions surrounding  the  central  fissure,  namely  the  pre-central,  post-central,  para- 
central (uniting  them  above),  and  infrarcentral  (uniting  them  below).  The 
portion  of  the  hemisphere  in  front  of  the  pre-central  fissure  (b)  is  the  frontal 
lobe  in  the  narrower  sense  of  the  term,  and  is  divided  into  the  superior- 
frontal  f  Cj),  the  middle-frontal  (Cj),  and  the  inferior-frontal  (Cg)  convolutions. 
These  tnree  convolutions  pass  downwards  round  the  anterior  border  of  the 
hemisphere  to  its  orbital  surface.    * 

Behind  the  post-central  convolution  lies  the  parietal  lobe  (D\  divided  by 
the  intraparietal  fissure  (d)  into  a  superior-parietal  and  an  mferior-parietsu. 
lobule.  The  latter  is  made  up  of  the  marginal  or  supra-marginal  gyrus  {E) 
and  the  angular  gyrus  (F), 

The  parieto-occipital  (c)  and  the  anterior-occipital  sulci  (t)  form  the  boun- 
dary between  the  parietal  and  the  occipital  lobe  (G),  and  in  the  space  between 
these  two  furrows  the  so-called  annectant  (or  connecting)  gyri  pass  over  from 
the  parietal  to  the  occipital  lobe. 

The  sylvian  fissure  (e)  forms  the  boundary  between  the  lower  and  outer 
portions  of  the  frontal,  central,  and  parietal  lobes  and  the  temporal  lobe. 
The  gyms  bordering  the  lower  side  of  this  fissure  is  the  first-temporal  or  supe- 
rior temporo-Bj^enoidid  convolution  (^i). 
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The  gyrus  which  bends  round  the  upper  end  of  the  sylTtan  fiaaure  belongs, 
as  we  have  said,  to  the  inferior-parietal  lobule,  and  is  known  as  the  marginal 
gyrus  (£).  Below  the  superior- temporal  (also  called  the  parallel)  fissure  (/') 
is'  the  second-temporal  gyrus  (H,).  Its  upper  portion,  though  it  bends  niuuj 
the  fissure,  is  still  regarded  fls  belonging  tu  the  niferior-parietal  lobule,  and  has 
received  the  name  of  the  angular  gjTiis  (F).  Below  the  second-temporal  fis- 
sure (Fig.  214  g)  ii  found  the  third-lemporal  gvrus  (Fig.  215  (?).  It  the  lips 
of  the  sylvian  fissure  are  drawn  apart,  the  isfaud  of  Heit  or  inaiila  becomrs 
Tiaible. 

The  median  aspect  of  the  firslrfrontal  gyrus  (Fig.  215  A)  has  received  no 
special  name;  that  of  the  operculum  is  known  as  the  paracentral  lobule. 
Both  are  bounded  interiorly  by  the  calloso-marginal  sulcus  (a),  which  ante- 
riorly separates  the  first-frontal  from  the  oalloaal  gyrus  or  gJttiM  olngaU  (&'), 
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and  posteriorlv  liy  the  paracentral  lobule  (fi)  from  the  praecnnona  or  quadrate 
lobule  (C),  tne  median  portion  of  the  superior-parietal  lobule.  The  mediau 
portion  of  the  occipital  lobe  ia  known  as  the  cunena  (i>),  and  is  separated  from 
the  praecuneus  by  the  parietooccipital  sulcus  (b). 

The  fissure  known  as  the  transverse-occipital  sulcus  orcalorlae  fissure  (r) 
separates  the  cuneua  from  the  Ungual  gyrus  (E).  The  latter  passes  anteriorly 
into  the  taippooampal  gyrus  (It),  which  ia  a  continuation  of  the  calloaal 
gyrus  (K). 

Below  the  lingual  and  the  hippocampal  gyrus  lies  the  ooolplto-teinponl 
or  collateral  sulcus  (d),  and  below  this  tne  occipito-tempoial  or  fnaifonn  gjiBi 
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The  Bubstance  of  the  cerebrum  (  Fig.  310^  is  composed  of  the  cortex  (co.)  &nd 
the  medullary  white  matter.  The  formei-  nas  a  grey  colour,  and  everywhere 
forma  the  outermost  layer  of  the  cerebrum;  at  the  base  it  dips  here  aud  there 
iuto  the  interior,  forming  the  grey  structures  known  as  the  claustrum  (cL),  the 
nucleus  amygdalae  (n.a.),  the  caudate  nucleus  (c.n.),  and  the  extenial  segment 
o£    the  lenticular  nucleiu  or  putanieu  (Wernicki:).    The  latter  two  nuclei  are 
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continnons  anteriorly  with  one  another  aa  well  as  with  the  cortex  (aubstantia 
perforata  anterior).  Poeteriorly  they  are  separated  from  one  another  by  layers 
of  white  matter. 

The  grey  masseB  known  as  the  optlo  tbalamna  (rA.)  and  tbe  sabthalamic 
body  (o.)  or  nnoleuB  of  Luvs,  together  with  the  inner  two-thirds  of  the  len- 
ticular nnclena  (n.f.),  do  not  belong  to  the  cerebral  cortex,  but  to  the  cerebral 
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The  grev  matter  ot  the  cerebrum  coiitftins,  embedded  in  «  matrix  which 
after  death  nas  a  finely  granular  appearance,  a  large  number  of  Blellat«  gan- 
elion-cellB  of  varioua  forms,  with  plexuses  and  tracts  of  fine  and  coarae  nerre- 

The  white  or  medullarv  substance  conaiHts  essentiullj  of  medullated  nerve- 
fibrea,  without  sheatlia,  wliich  have  their  origin  or  termination  in  the  grey 
matter  of  the  bruin-  According  to  Ramon  y  Cajal,  these  fibres  are  of  lour 
chief  types,  namely  projective  fibres,  coinmissural  fibres,  associative  fibres,  and 
centripetal  fibres. 
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The  projective  fibres  (Fig.  217  a)  start  from  all  parts  of  the  cortex,  and, 
after  givmg  off  collateral  branches  to  the  corpus  callosum  (A  )  and  to  the  ^y 
matter  of  the  cerebral  axis,  constitute  the  greater  port  of  the  pyramidal 
tract  (C).  The  commis.<ural  fibres  (A  ),  which  pass  through  the  corpus  callo- 
sum, arise  in  the  cortex  of  one  hemisphere  and  end  in  the  other.  The  fibres  of 
the  anterior  connniMure  (S)  arise  in  the  region  of  the  cuneus.  The  associative 
fibres  (e),  which  form  the  main  mass  of  the  white  matter,  connect  by  their 
lateral  and  terminal  branches  the  cortical  cells  with  numerous  other  cortical 
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On  the  aorface  of  the  brain  variouB  cortical  areas  or  oratrM  are  distin- 
guished according  to  their  fanctioa.  The  motor  centre*  extend  over  the  two 
central  conTolutions  and  the  paracentral  lobule ;  the  centres  for  the  facial  and 
tha  hypoelossal  nerves  lie  in  the  lower  third,  those  for  the  arms  in  the  middle 
third,  and  those  for  the  legs  in  the  upper  third  and  in  the  paracentral  lobule. 
The  several  regions  are  not  sharply  separated,  but  pass  one  into  the  other. 
The  centres  for  the  movementa  of  the  trunk  are  said  to  be  situated  in  tjie 
frontal  lobe. 

The  motor  apoech-oontre,  or  region  wherein  verbal  images  are  translated 
into  spoken  words,  is  in  right-handed  persona  situated  in  the  posterior  part 
of  the  left  third-frontal  gyrus.  The  sensory  speech-centre,  with  which  the 
memory  of  the  sound  of  words  is  associated,  bes  in  the  left  first-temporal 
gyrus. 

The  oentiea  for  aenaatian  have  in  ^neral  the  same  situation  as  the  motor 
centres,  extending  however  to  other  regions,  such  as  the  parietal  lobe  (Nutb- 

NAGEI.,  BeCHTEREW,  WeRNICKE). 

The  TisuKl  centre  lies  in  the  occipital  lobe,  chiefly  nbout  the  region  of  the 
calcarine  fissure  and  of  the  cuneus.     The  seat  of  the  olfactory  centre  is  not 
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positively  known ;  perhaps  it  is  in  the  uncinate  gyriia.  The  auditory  centre 
IS  situated  in  the  tempore  lobe,  and  it  is  assumed  that  the  centre  in  each 
hemisphere  is  connectea  with  both  anditorv  nerves. 

Psychical  functions  are  associated  witn  the  whole  of  the  cerebral  cortex. 
The  frontal  lobe  is  regarded  as  specialty  concerned  in  the  performance  of  the 
higher  mental  functions. 

The  oerabral  axla  consists  of  the  medulla  oblongata  (Fig.  218  Af.obl.), 
pons  (Po.),  the  crura  (Pe.)  the  subthalamic  nucleus  (Fig.  218  cj.)  with  the 
tuber  cinereura  (Fig.  218  T.c.)  and  corpora  inammillaria  (Cm.),  the  cerebel- 
lum (Fig.  21S  D.  Gr.  Fl.),  the  corpora  quadrigemina,  and  the  optic  tbalaroua 
(Pigs.  316  M.  and  2151). 

All  these  parts  may,  from  their  mode  of  origin,  be  regarded  as  modifica- 
tions of  the  spinal  cord,  and  the  cerebral  nerves  that  are  homologous  with  the 
■pinal  nerves  start  from  this  region  (Fig.  218  I-XII  and  Fig,  179  III-XII'^. 

The  oerebral  axia  contains  no  parts  that  are  related  to  psychical  activity; 
iti  centroa  are  partly  aatomatic  and  partly  reflex  in  their  nature  and  functions. 
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The  medulla  oblongiLta,  for  example,  cont^ng  the  reflex  centre  far  thi 
closure  of  the  e^lids,  coughing,  sneezing,  sucking,  etc.,  as  well  as  centres  that 
correlate  subordinate  reflexes  of  the  spinal  cord.  It  containa  also  the  centnt 
for  the  nerves  of  respiration,  the  motor  nerves  of  the  heart,  and  the  Toso-molor 
nerves,  aa  well  as  a  centre  which  when  stimulaled  induces  general  coiivulrtinns. 
Here  are  also  the  mechanisms  for  the  co-ordination  of  the  moreraenta  suliserT- 
ing  vocal  articulation  (Kl'Ssmaul),  for  the  perception  of  speech  ax  mere  Bound, 
and  for  the  perception  of  written  characters  as  mere  shapes.  The  mental  pre. 
sentation  of  the  syllables  and  words  to  be  uttered  in  articulate  speech,  tti 
the  association  of  the  sounds  and  written  shapes  perceived  with  the  appropriu« 
verbal  images,  is  effected  in  the  cerebral  cortex. 

Stimulation  of  the  pons  causes  convulsions  and  painful  sensationa;  iti 
destruction  causes  sensoi^,  motor,  and  voso-motor  paralysis.  In  the  oerebeUiun 
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and  corpora  quadrigemina  are  situated  centres  for  the  adjustment  and  co-ordina- 
tion of  the  movements  of  the  limbs  and  trunk,  and  so  on.  The  functions  of  the 
optic  thalamus  and  of  the  nucleus  of  the  pons  are  unknown. 
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CHAPTER  XXXVII 


MALFORMATIONS  OF  THE   BRAIN 


108.  The  malformatioiiB  uf  ihe  braiii  relate  most  commonly 
to  the  cerebral  hemisphtjreM  ami  the  cerebelliun,  these  being  the 
parts  which  in  their  development  from  the  primitive  cerebral 
veaiclea  undergo  the  greatest  amount  of  growth  and  the  most 
important  transformations.  The  parts  of  the  cerebral  axis  aris- 
ing from  the  vesicles  of  the  hind-brain,  raid-brain,  and  inter-brain, 
are  also  in  some  eases  imperfectly  developed. 

Some  of  the  malformations  of  the  brain  are  associated  with 
lual  formations  of  the  cranium,  such  as  agenesis  (if  particular  por- 


Fia.  219.    Hbad  of  ttte 

(AgetIS  yean:  from  a  ph<>t< 


tions  of  it.  Of  this  nature  are  total  or  partial  anencephalia,  and 
cephalocele  or  cerebral  hernia,  wliich  occur  in  combination  with 
acrania,  cranioschisis,  or  craniorachischisis,  or  with  mere  osseous 
defects  of  the  cranium. 

Among  the  malformations  that  are  met  with  when  the  skull 
is  entire  and  closed,  there  are  two  main  classes,  one  characterised 
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•  hypoplasia  or  under-growth,  the  other  bj-  agenesis  or  total 
isence  of  particular  portions  of  the  brain.  Tliese  two  types 
nnot,  however,  be  sharply  sepa- 
ted,  for  hypoplasia  is  sometimes 
mblned  with,  or  passes  into, 
.rtial  agenesis.  A  third  group, 
Eewise  incapable  of  sharp  separn- 
in  from  the  otliei-s,  and  in  some 
stances  appearing  merely  as  a 
riety  of  hypoplasia  or  partial 
enesis,  includes  anomalies  of 
velopment  in  the  fissures,  minor 

lei,    and    convolutions.      In    a  phalic  child  Hblkn  Bbcksb. 

irth  group  might  be  placed  {iJiedar  (Aeajfe  o/8:/roiH  vosBiiCH- 
omaliesof  thetninuterstructure  o":  I'-fighl  of  the  brain  219 
d   organisation   of    the    brain-  ?vImukot)  m?  ^ramnU'  "''^'' 
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rom  m  imbacUa  epileptic  tsoman  of  3T :  reduced  to  thjvt-fourtha  of  tht  natural  iJm) 
[iDlitel  lobM  h    eentrml  convolDtloni  c   occipital  lobei  d    nncovered 

carebellum         e    undeveloped  parietal  lab«s  with  membranaiugrri       /   Ut«n- 

natsd  gyrl  of  tbe  right  Irontal  lobe 
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substance,  though  such  auomaliea  are  often  merely  local  mani- 
festations of  agenesis  or  hypoplasia.  Lastly,  certain  conditioHa  of 
liypertrojihy  might  also  be  counted  among  the  malformations. 

Hypoplasia  of  tlie  entire  brain  occurs,  first,  in  the  condition 
termed  micrencephalla  (t'ig.  220),  in  which  the  liypojilasia  U 
accomjianied  by  smallnesa  of  the  skull  itself,  in  other  words  by 
some  degree  of  microcephalia  (Fig.  219).  The  malformation  is 
sometimes  present  even  at  birth,  but  becomes  more  striking  when, 
while  the  rest  of  the  body  grows,  the  brain  and  skull  remain  in 
the  infantile  condition.      The  mass  of  the  brain,  which  in  i 


(from  th'  le/l  rfr^briil 

n    riebt  beminphere 
b    lefl  hemisphere 
r    undeveloped  left  occipital   lobs 
micrugjria 


amounts  on  the  average  to  137.5  grammes,  and  in  women  to  1^5 
grammes,  varies  in  such  cases  from  900  to  200  grammes,  and  may 
thus  be  even  below  the  norms.1  for  a  new-born  infant's  brain  (-SSo 
grammes). 

The  general  formation  of  the  under-grown  cerebral  hemi- 
spheres may  still  be  normal ;  but  there  is  often  deticiency  of  the 
secondary  sulci  (Fig.  220),  and  at  times  of  the  primary  sulci  or 
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fissures  also,  the  surface  of  the  brain  appearing  scantily  convoluted 
and  imperfectly  mapped  out  into  lobes.  In  other  cases,  on  the 
contrary,  the  gyri  are  here  and  there  abnormally  numerous  and 
attenuated  (Fig.  221  /),  the  condition  being  called  microgyria. 
It  sometimes  happens  that  certain  of  the  gyri  consist  of  little  more 
than  membranous  folds  (Fig.  221  f),  containing  no  proper  brain- 
substance. 

The  cerebellum  and  the  cerebral  axis  are  sometimes  stunted  as 
well  as  the  cerebrum  ;  but  these  parts  are  usually  less  retarded  in 
growth  than  the  latter.  The  cord  also  often  remains  abnormally 
gmall,  the  pyramidal  tracts  and  columns  of  GoU  be'ing  the  parts 
chiefly  affected,  and  to  a  less  degree  the  anterior  columns  and  the 
direct  cerebellar  tracts. 


7<;o. 
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d  temporal  lube  with  dllaled  Inlerlor 
coma  of  the  lateral  Tentrlcle  and 
aploBJa  of  the  middle-temporal  gyrag 


Partial  hypoplasia  of  the  brain  is  most  commonly  met  with 
in  the  cerebri  and  cerebellar  hemispheres  ;  it  may  also  involve 
some  portions  of  the  cerebral  axis.  The  diminution  in  size  of 
parts  of  the  cerebral  hemispheres  (Fig.  222  c  d)  gives  rise  to 
asj-mnietry  of  the  cerebrum,  and  is  often  associated  with  imi>erfect 
development  of  the  convolutions.  These  are  abnormally  small 
and  thin  (c),  or  the  brain -substance  is  here  and  there  represented 
only  by  a  thin-walled  vesicle  (J),  the  cortex  and  the  white  matter 
at  the  affected  spots  being  entirely  imdeveloped  (Fig.  223  d)  or 
at  least  stunted  in  their  growth  (c). 

Hypoplasia  of  the  cerebellum,  a  condition  in  which  the  devel- 
opment of  parts  or  the  whole  of  this  organ  is  arrested,  is  not 
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uncommon,  and  caaes  are  met  with  in  wliieli  the  size  of  the  wliole 
cerebellum  is  not  greater  than  that  of  a  wahiut.  Within  the  area 
of  hypoplasia  the  gyri  are  usually  much  diminished  in  size  (Fig. 
230),  so  that  we  might  describe  the  condition  as  cerebellar  micro- 
gyria. In  extreme  hypoplasia  of  the  cerebellum  the  tracts  con- 
necting it  with  the  pons  are  also  imperfectly  developed. 

Extreme  hypoplasia  of  the  cerebral  hemispheres  is  apt  to  be 
aasociated  with  defective  development  of  the  pyramidal  tracts. 
Among  the  deeper  and  basal  structures,  the  corpus  callosum  and 
the  fornix,  the  optic  thalami,  the  corpora  striata,  the  corpora 
mammillaria,  the  corpora  quadrigemina,  etc.,  are  sometimes 
found  to  be  stunted  or  defective. 

Hypoplasia  of  the  brain  was  formerly  explained  (Vogt)  as  due 
to  atavism  ;  but  there  can  be  no  doubt  that  this  view  is  erroneous, 
and  that  such  hypoplasia  is  to  be  regarded  as  resulting  from 
arrest  of  development,  usually  idiopathic  but  sometimes  perhaps 
dependent  on  morbid  influences  exerted  during  the  period  of 
intra-uterine  growth.  In  a  few  cases  micreueeplialia  is  caused  by 
prematnre  synostosis  of  the  cranial  boiies. 

References  on  Sypopla»ia  of  the   Cerebrum  and   Cerebellum 
(see  also  Art.   109). 
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Abndt:  Fatliolojfy  of  t be  cerebellum  A.f.  Pii/ch.  xxvi  1894 
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Chiari  :  Jahrb.,f.  Kinderheili.  xiv  1871 

Cbambr  :  Left«ideil  atropliv  of  the  cerebellum  Ziegttr'i  Beilrilge  xi  1891 
Fischer;  Maltoniiations  of  tlie  cerebellum  by  ari'est  of  growtfi  A.f-  P»ijck.  v 
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Fealtehrifi  rtim  Jubitaam  d.  UnwertitUt  WUriburg  1882 
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Hadlich  :  CerebriJ  malformation  with  cohesion  of  the  hemiaplieres  A./. 

Psych.  K  1880 
Uuppbut:  Excessive  sinallneas  of  the  cerebellum  A.f.  Ptt/eh.  vii  1877 
Jknkek  :  Brain  of  a  microcephalic  woman  A.  f.  Piyck.  x  1880 
Kahler  and  Pick  :  Praijtr  Z.f.  lUUk.  ii  18*1,  and  Berl.  Uin.  Woch.  1879 
Marchand:   Three  microcephalic   brains  JVoca  Acia  Leap.   Carl.   Akad.   liii 

1889,  and  lv  1890 
Morr;  Unilateral  cerebral  atrophy  with  defective  ya^ular  development   on 

the  same  side  A.f.  Pnyeh.  vi  1876 
Otto:  Microgyria  yl./  Piiick.  xxiiil890 
Pick,  A, :  Prager  mttl.  Wxh.  1880 

Pibrbet:  Atrophy  of  the  cerebellum  A.  lU  physi'i!.  \\  1872 
SiJDiNOEit:  Microcephalic  braiji  Munch,  mtd.  Wi-rh.  1886 
Sander:  Two  microcephalic  brains  A.f.  Peijch.  i  1868 

SutiTTLEWORTK:  Jour.  ofMenl.  Science  Oct.  1878  [PsyrA.  xvn  1886 

SxEiNi-ECHNER-tlRSTBCHlscilsiKOFF:  Spinal  cord  in  microcephalia  ,1.  /. 
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Wolff,  J. :    Morphol.   Betchreibung  ei'iien   [dioten-  und   Mikroctpb'itengehimes 
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109.  Partial  agenesia  of  the  cerebrum,  like  hypoplasia,  is 
most  commonly  met  with  in  the  region  of  the  cerebral  hemi- 
spheres ;  it  may  also  extend  to  the  deeper  portions,  and  in  partic- 
ular to  the  commissures.  When  parts  of  the  cerebrum  are  not 
properly  developed,  the  resulting  local  defects  are  bridged  over  by 
the  internal  meninges  (Fig.  224/^).  The  lacunae  are  then  filled 
np  by  the  accumulation  of  liquid  in  the  subarachnoid  spaces  and 
in  the  meshes  of  the  pia  mat«r.  At  times  an  equivalent  enlarge- 
ment of  the  adjoining  ventricle,  or  an  accumulation  of  liquid  in 
the  subdural  space,  takes  place. 


Fio.  224.    Frontal  bbctiox 
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The  size  of  the  several  defects  varies  greatly  in  different  cases : 
indeed  all  intermediate  stages  between  total  anencephalia  (as  in 
acrania)  and  small  circumscribed  lacunae  in  a  single  convolution 
(Fig.  225  a)  are  met  with. 

Among  the  deeper  and  basal  parts  those  most  liable  to  be 
wanting  are  the  corpus  callosum,  the  fornix,  the  grey  commissure 
of  the  tiiird  ventricle,  and  the  corpora  mammUlaria.  When  the 
corpus  callosum  is  absent  the  gyrus  fomicatus  and  the  gyrus 
hippocampi  are  oaoally  undeveloped,  and  some  of  the  remaining 


894 


MALFORMATIONS  OF  THE  BBAIN      [CHAP.   X3CJIVU 


gyri  are  often  irregularly  formed.  More  exteosive  defects  involv- 
ing the  motor  cortical  area  are  generally  accompanied  by  imper- 
fections of  the  pyramidal  tracts. 

The  canses  of  partial  agenesis  are  often  incapable  of  being 
certainly  determined  :  we  may  ui^sume,  however,  that  in  some 
instances  the  condition  has  its  origin  in  primary  anomalies  of 
development  inherent  in  the  primitive  rudiment  of  the  brain  ;  in 
other  cases  it  arises  from  secondary  morbid  influences  such  as 
traumatism,  inflammation,  and  disorder))  of  circulation.  In  some 
instances  agenesis  seems  to  depend  on  the  morbidly- perverted 
conliguration  of  fissures  or  sulci ;  and  it  is  probable  that  certain 
of  the  peculiar  defects  in  the  cerebral  liemisplieres  comprehended 
under  the  term  porencepliaUa  are  of  this  nature. 


Fio.  22S. 

(From  a  uoman  who  died  of  proffreigi  i 

u  depressU 

The  typical  form  of  this  malformation  consists  of  fissure-like  or 
fimnel-shaped  depressions  of  the  cortex  (Fig.  226  a  a  and  Fig. 
227  a  a).  They  are  usually  found  either  in  the  central  and  parie- 
tal lobes,  or  about  their  borders,  and  are  distinguishable  by  the 
fact  that  the  affected  gyri  are  not  destroyed,  but  only  interrupted 
by  a  deep  cleft,  up  to  the  edges  of  which  they  are  well  developed. 
In  some  instances  they  appear  to  start  from  the  cleft  and  group 
themselves  about  it. 

Externally  these  defects  are  bridged  over  by  the  arachnoid 
(Fig.  226  b  and  Fig.  227  6).  while  the  pia  mater  (c)  clings  to  and 
follows  the  gyri  even  to  the  deepest  partfi  of   the  depression. 
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Deeper  clefts  sometimes  reach  to  the  epeiidyma  of  the  ventricles 
(Fig.  226  tf),  or  even  communicate  with  their  cavities,  so  that 
when  the  pia  mater  is  removed  the  outer  aspect  of  the  basal 
ganglia  is  laid  bare  at  the  bottom  of  the  hollow  (Fig.  226  e). 

As  the  normal  fiasurea  are  due  to  iufoldings  of  the  cerebral 
vesicle  while  it  is  still  thin-walled,  and  the  minor  sulci  arise  from 
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the  unequal  growth  of  particular  portions  of  the  developing  hemi- 
spheres, we  may  fairly  assume  that  pathological  infoldings  during 
the  second  and  third  months  of  embryonic  life,  or  irregularities  in 
the  growth  of  the  brain  in  the  later  months  (perhaps  occasioned 
by  morbid  accumulation  of  liquid  in  the  subarachnoid  spaces)  are 
the  efiBcient  causes  of  pathological  fissures  and  clefts  and  of 
abnormally  deep  cortical  sulci.  It  is,  however,  to  be  observed 
that  very  similar  fissures  and  funnel-like  depressions  sometimes 
arise  from  partial  destruction  of  the  cortical  and  medullary  brain- 
substance  ;  and  we  might  describe  these  as  a  second  and  atypical 
variety  of  porencephalic  defect,  of  intra-uterine  origin  but  distin- 
guishable from  true  porencephalia.  The  term  pseudo-poren- 
would  serve  to  indicate  the  distinction. 


Porencephalia  (or  porencephalus)  is  used  by  different  writers  in  different 
senses.  Some  would  limit  it  to  congenital  defects  of  the  brain  ;  others  would 
extend  it  to  acc^uired  defects.  Some,  again,  apply  it  only  to  local  and  circum- 
scribed depressions,  while  others  do  not  hesitate  to  describe  absence  of  au 
entire  hemisphere  as  porencephalus.  It  is  advisable  to  use  the  term  only  for 
certain  definite  varieties  of  congenital  defect  of  substance,  or  at  least  to  give 
some  indication  of  the  meaning  attached  to  it  in  any  given  case. 

References  on  Defects  of  the  Brain^  Poreiicephalia^  and  Absence 
of  the  Corpus  Callosum  (see  also  Art.  108) 

Ahlfeld  :  Die  Mmbildungen  des  Menschen  ii  Leipzig  1882 

AuDRY :  Porencephalia  Rev.  de  med.  viii  1888 

BiANCHi :  Porencephalia  La  psichiatria  Naples  1884 
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JeuiERSMa:  Absence  of  corpus  callasum  Biolog.  Centralbl,  ix  1890 
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Klebs:  Hydro-  and  micro-anencephalia  Oesterr.  Jahrh.f.  Pddintrik  1876 
Kundrat:  Die  Porencephalic  Graz  1892,  and  Die  Arhinencephalie  Graz 


March  and:  Development  of  corpus  callosum  A.f.  mikrosk.  Anat.  37  1891 
Onufrowicz:   Absence  of  corpus  callosum  in  the  brain  of  a  microoephali  ^  J 

patient  (Hofmann)  A.f.  Psych,  xviii  1887 
Otto  :  Porencephalia  A .  f.  Psych,  xvi  1885 
Kibbert:  Origin  of  anencephalia  V.  A.  93  1883 
Richter:  The  gyri  of  the  human  brain  V.  A.  106  1886 
Ross :  Porencephalus  B.  M.  J.  1 1882 
Sander:  Absence  of  corpus  callosum  A.f.  Psych.  1 1868 
Schattenberg  :  Porencephalia  in  an  adult  Ziegler's  Beitrdge  v  1889 
Schule  :  Case  of  arrested  development  Z.f.  Psych.  26  1869 
Sigmundt:  Porencephalia  Innug.  Diss.  Strassburg  1893  (with  references) 
Sperling:  Porencephalia  V.  A.  91  1883 
ZucKERKANDL :  Mcd.  Johrb.  d.  GeseUsch,  d.  Aerzte  Vienna  1883 
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110.  When  the  bulk  of  the  brain  is  too  smaU  relatively  to  the 
cranial  cavity,  the  space  not  occupied  by  the  brain  and  membranes 
is  filled  up  with  cerebrospinal  liquid,  and  the  result  is  hydro- 
cephalic micrencephalia,  or  hydrocephalic  partial  anencepnalia. 
The  morbid  accumulation  of  liquid  takes  place  either  in  the 
ventricles  or  in  the  subarachnoid  spaces,  and  accordingly  we  have 
the  two  forms — internal  hydrocephalus  or  ventricular  dropsy,  and 
external  or  meningeal  hydrocephalus. 


FlO.  22S.     COHOBKITAL  TKHTRICVUIB 


•kin  and  mbcataneoiu  tiwae 
cranial  vault 
dura  mater 


h     Bubarachnoid  space  behind  tfae  cerebral 


by  the  enlarged  transverse  flssnre 
BectioD  through  the  corpora   quadii- 

section  Cbrongh  the  cerebellam 


e    arachnuld  membnuie 

/  piMterlar  inrtace  of  the  cerebram,  re- 
duced to  a  thin-walled  veElcle  and 
covered  with  the  pla  mater 

ff    rounded  border  ol  the  cerebral  veiicle        m    aiuu 

The  accumulation  of  liquid  is  in  many  cases  simply  complemen- 
tary, an  effusion  ex  vacuo,  and  appears  in  the  vicinity  of  the  local 
defects  ;  sometimes  therefore  the  subarachnoid  spaces  (Fig.  226  b. 
Fig.  225  a,  and  Fig.  224  /<?),  and  sometimes  these  together  with 
portions  of  the  ventricles  (Fig.  222  rf),  are  the  seat  of  the  hydro- 
cephalic accumulation.  But  the  morbid  outpouring  of  liquid  is 
undoubtedly  in  certain  cases  primary,  though  in  many  instances 
it  is  impossible  to  decide  whether  the  disturbance  of  normal 
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«lt<\  tttojiinent  or  the  accumulatioQ  of  liquid  was  the  initial   iiiani- 

When  the  ventricular  dropsy  in  a  case  of  congenital  malfomia- 
liiiii  iif  the  brain  is  a  prominent  and  characteristic  feature,  the 
condition  is  usually  known  as  congenital  interuai  or  ventricular 
hydrocephiduB.  If,  in  addition,  the  volume  of  the  brain  is  abnor- 
liintly  Htnall,  the  case  may  be  regarded  as  au  example  of  hydio- 
lU'jihidic  micrenceplialia. 

Internal  hydrocephalus  is  in  many  cases  due  to  some  disorder 
iif  di'Vfliipment  dating  from  early  embryonic  life,  the  cerebrum  at 
bii'lh  Imving  the  appearance  of  a  thin-walled  vesicle  (Fig-  228  i'), 
which  (.'ither  fills  the  cranial  cavity  or  is  covered  externally  by  a 
laytT  of  liquid  lying  within  the  subarachnoid  spaces  (ft).  Such 
extreme  disturbances  of  development  are  observed  chiefly  in 
infants  whose  heads  are  externally  malformed,  for  instance  in 
cases  of  cyclopia  or  synophthalmia  (Fig.  228). 

If  the  morbid  accumulation  of  liquid  takes  place  at  a  later 
[jeriod,  when  the  brain  is  already  developed,  the  general  config- 
uration of  the  cerebrum  is  undisturbed,  and  the  chief  feature  »»f 
the  affection  is  the  dilatation  of  the  ventricles  (Fig.  229  a  b  e). 
Thu  dilatation  is  sometimes  bilateral  and  symmetrical,  sometimes 
unsymmetrical  (c),  and  sometimes  unilateral. 

At  birth  the  enlargement  is  at  times  but  slight,  or  it  may 
be  already  considerable,  so  that  the  circumference  of  the  cranial 
portion  of  the  head  more  or  less  notably  exceeds  the  normal  meas- 
urement. After  birth  the  accumulation  of  liquid  is  liable  to  pro- 
gressive increase,  the  ventricles  becoming  enormously  distended. 
The  size  of  the  cranium  increases  more  and  more,  and  the  over- 
lying skin  becomes  thin,  the  subcutaneous  veins  showing  clearly 
through  it.  The  several  cranial  bones  are  visibly  separated  from 
one  another,  and  even  when  their  normal  rate  of  growth  is  in- 
creased they  are  unable  to  keep  pace  with  tiie  rapid  expansion  of 
the  cranial  contents.  The  fontanelles  are  thu»  widened,  and  the 
sutural  edges  of  the  bones  are  forced  more  and  more  asunder. 
Usually  small  supernumerary  bones  are  developed  in  the  mem- 
branous sutures  and  in  the  fontanelles  (Fig.  1.32). 

When  at  length  death  ensues,  the  dura  mater,  pia  mater,  and 
arachnoid  are  stretched  to  the  utmost,  the  gyri  are  depressed  and 
flattened  out.  and  the  sulci  are  effaced.  The  cerebral  substance 
of  tlie  hemispheres  surrounding  the  ventricles,  which  are  expanded 
into  large  vesicular  cavities,  is  reduced  to  a  mere  thin-walled  cap- 
sule, which  on  the  convexity  is  often  but  a  few  millimetres  in 
thickness. 

The  liquid  in  the  ventricles  is  clear  and  pale  or  light-yellow ; 
the  ependyma,  apart  from  its  distension,  is  unchanged  ;  the  basal 
ganglia  are  flattened  out.  The  fourth  ventricle  and  the  cerebellum 
are  usually  unaltered,  thongli  the  former  is  sometimes  enlarged. 

The  condition  described  is  that  met  with  in  many  cases : 
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others  tbe  lateral  ventricles  are  less  distended,  or  the  dilatation 
is  limited  to  one  ventricle,  or  even  to  a  part  of  one.  One  lateral 
ventricle,  for  example,  may  be  so  atretclied  that  its  roof  consists 
merely  of  a  thin  membrane,  while  the  other  ventricle  remains 
undistended.  In  like  manner  the  fourth  ventricle  is  sometimes 
alone  dilated.  In  these  cases  the  cranial  cavi£y  is  usually  not 
enlarged,  the  space  for  the  expansion  of  the  ventricle  being  gained 
by  atrophic  contraction  of  the  rest  of  th§  brain. 

Hydrocephalus  of  extreme  degree  leads  to  a  fatal   issue ;  in 
less    marked    cases    the    patient    sometimes    continues    to    live 


Pio.  231.    Fhontai.  b: 

(Rtd-actd  to  ttno-thirdt  of  the  natural  »iie) 
a  b    diUted  I&teral  ventricle  ■;    dilated  descending  coran  oa  the  right  aide 

(Fig.  229),  If  the  hydrocephalus  is  at  all  considerable,  the  brain 
becomes  in  part  atrophic,  the  compressed  portions  becoming 
wasted,  and  the  nerve-cells  and  nerve-fibres  undergoing  atrophy 
and  calcification. 

When  the  fourth  ventricle  is  moderately  distended,  the  cere- 
bellum, the  pons,  and  the  medulla  oblongata,  or  portions  of  these, 
are  apt  to  remain  ill-developed. 

If  the  hydrocephalus  is  only  slight,  and  does  not  increase  after 
birth,  the  aiter-development  of  the  brain  in  some  instances  pro- 
ceeds in  a  normal  way. 
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The  cause  of  congenital  internal  hjclroeephalus  is  still  obscure. 
There  are  often  no  traces  of  changes  capable  of  being  regarded  as 
inflammatory,  nor  as  a  rule  can  any  obstruction  to  the  outflow  of 
venous  blood  be  made  out  with  certainty.  Nevertheless,  in  par- 
ticular cases  the  meninges  or  the  choroid  plexuses  exhibit  thick- 
enings that  are  referable  to  past  inflammation.  A  less  doubtful 
sign  of  inflammation  is  turbidity  of  the  ventricular  contents,  due 
to  the  presence  of  pus-corpuscles.  It  b  possible  that  the  affec- 
tion in  many  instances  depends  on  closure  of  the  communieattuiis 
between  the  cavities  of  the  ventricles  and  the  subarachnoid  spaces 
in  the  transverse  fissure.  These  have  appeared  to  be  closed  in 
some  at  least  of  the  cases  that  have  been  described.  As  the 
lining  pia  mater  of  the  transverse  fissure  in  such  cases  is  apt  to 
be  abnormally  dense,  perhaps  the  circulation  in  the  veins  of  Galeu 
is  also  obstructed. 

When  the  cranial  cavity  is  not  enlarged  and  the  convolutions 
not  flattened  by  pressure,  wlule  the  ventricles  are  dilated,  it  seems 
natural  to  assume  that  the  dilatation  is  due  to  agenesis  or  aplasia 
of  the  brain,  and  that  the  accumulation  of  liquid  serves  to  till  up 
the  unoccupied  space  (hydropt  ex  vacuoy. 

In  unilateral  hydrocephalus  the  foramen  of  Monro  has  in 
certain  cases  been  found  to  be  closed.  When  portions  only  of  a 
ventricle  are  dilated  and  cystic,  the  neighbouring  portions  of  the 
cavity  are  often  obliterated,  the  cyst  being  thus  shut  in  on  all 
sides. 

References  on  Congenital  Hydrocephalut. 

Bauer  :  Jahrb.f.  Kindei^filt.  uew  aeries  xi  Leipzig  187S 

Billroth:  Langtaheck't  Arch.  iiil863 

BuTTENWizsER :  D.  A.f.  Idin.  Med.  x  1872 

VON  GuNX :  Jahrb.f.  Kinderheitk.  v  Vienna  1862 

Hanel:  Jahrb.f.  Kinderkeiilc  Dew  series  i  Leipzig  18G8 

Harbis  ;  Tran».  Obitelric.  Soc.  vi  London  1864 

Heubner:  Art.  Hydrocephalus  Eiilenburg't  Rt'ihneykiop. 

KuLLER  and  SCRMroT:  Jahrh.  f.  Kliulerheilk.  vi  Vienna  1863 

Mae.vnel  :  Jahrb.f.  Pdiliatrit  1676 

Papp  and  NecpAtiBR:  Jahrb.f.  Kinderhellk.  new  aeviea  \ti  Leipzig! 

Steffejj;   GerharJl'i  Hnndb.  d.  Kinderiranth.  v 

SzrstAMoWBKV;  Langenbeck'n  Arch,  vt 

VlHCHOW,  H. ;  Congetiital   hydroceptialua  and  tnicrocephalua  Kolliler'i  Fetl- 

schrift  1887 
VlHCHOW,  R. :    Geiamnt.  AlAandlungen  Frankfort  1896;    Die  krantha/len 

KhiaOliie  t 
West  :  Jahrb.f.  KwiUrheilk.  new  .seriea  ix  Leipzig  1876 


111.  Pathological  anomalieB  in  the  minute  histologiea] 
Btmctore  of  the  brain  iii^iy  ii^itiuMlly  be  assunied  to  exist,  first 
of  all,  in  eases  that  exliibii  in  tin,*  iiakfd  eye  evidence  of  imperfect 
development,  such  as  geuuiiil  nr  bnal  liypoplasiii  or  local  agenesis. 
Thus  in  hypoplasia  of  the  cerebellum  (Fig.  230)  the  several  layers 
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of  the  cortex  (a  6  c  J)  in  the  attenuated  gyri  are  either  imper- 
fectly formed  {aj  Cj)  or  absent,  and  the  diminution  of  bulk  is  due 
to  scantiness  of  the  characteristic  cells  and  cell-processes.  Spe- 
cial forms,  like  the  cells  of  Purkinje,  may  be  entirely  wanting. 
The  like  is  true  of  ill-developed  portions  of  the  cerebram.  When 
some  of  the  ganglion-cells  of  the  cortex  are  not  developed,  the 
corresponding  nerve-processes  in  the  white  matter  are  of  course 
absent  also. 

A  second  variety  of  morbid  histological  structure  is  exempli- 
fied in  cases  of  hotaiotopia  of  the  grey  matter.  This  malfor- 
mation is  characterised  by  the  presence  of  grey  nodules  or  streaks 


Fio.  230.    Htpoplasu 


{From  a  man  aged  BB  toAo  died  in  an  epileptic  attack  preparation  karrUned  in 
Miller'i  Jluld  and  aleohol  *tained  aitli  AaemaloxtUn  (met  carmine,  and  mounted  in 
Canada  batfam     x  25) 
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normal  granolar  layer 
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cells  of  Purkinje 
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in  the  white  matter  of  the  cerebrum  or  cerebellum,  due  to  the 
development  iu  these  parts  of  tissue  rich  in  nerve-cells  but  poor 
in  medullated  tibres.  Another  variety  of  abnormal  structural 
development  is  shown  in  morbid  variations  of  the  texture  of  the 
neuroglia,  sometimes  with  anomalous  nerve-cells  and  nerve-libres, 
giving  rise  either  to  induration  or  to  the  formation  of  grey  sclerotic 
patches  (Art.  96)  or  gliomatous  tumours  (Art.  121), 

Hypei  tzoidiy  of  the  brain,  manifested  by  the  abnormal  size 


HALFdlUiA'TIONS   OF   1 


of  the  orgaD,  sometimes  takes  place  during  the  growing  stage  in 
earlr  life.  Cases  are  recorded  in  which  the  brain  weighed  as  much 
as  2200  grammes  (htain  of  BvKos,  1807  grammes ;  of  CrviEE. 
ISUl  grammes;  of  TrHGEsraFF.  2012  grammes:  of  Cromweu- 
2000  grammes).  Great  braiu-weiglit  may  be  associated  with  high 
intellectual  gifts,  but  the  opposite  is  also  true.  Moreover,  a  brain 
whose  size  and  weight  are  below  the  average  may  be  associated 
with  great  mental  capacity. 

All  the  malformations  of  the  brain  described  in  Arts.  108-111,  when  tb«y 
are  not  iiicoaipatil<le  with  life,  and  development  follows  in  other  respects  a  nor- 
mal course,  are  apt  to  be  associated  with  more  or  less  important  disturlMUice 
of  the  cerebral  functions.  In  extreme  malformation  mental  derelopment  U 
arrested,  and  the  condition  known  as  Idiocy  results.  It  is  impossible,  how- 
erer,  to  aasign  any  particular  malformation  as  the  invariable  anatomical  banii 
of  idiocy:  there  is  no  snch  thing  as  an  idiotic  brain.  In  idiocy,  iiideed.  we 
may  have  imperfect  development  of  the  entire  cortex,  hydrocrphaiic  eulaiw- 
ment  of  the  ventricles,  or  local  defect  or  hvpoplasia  such  as  sm&lltiess  of  tlie 
occipital  lobe,  microgyria,  and  the  like.  In  other  cases  the  brain  in  idiocy 
exhibits  what  are  apparently  but  slight  and  insignificant  malformations,  such 
as  heterotopia  of  the  grey  matter  of  the  cortex,  absence  or  smollness  of  the 
coi^ra  mammillario,  corpus  callosum,  fornix,  thalamus,  optic  nerves,  corpus 
striatum,  pineal  gland,  or  olivary  bodies,  irregularity  and  impwrfectjoti  of  the 
g^vi'i.  asymmetry  of  the  hemispheres,  defective  development  or  absence  of  asso- 
ciative libres,  and  so  on.  There  are  cases  also  in  which,  so  far  as  we  are  able 
to  perceive,  the  anatomical  relations  of  the  brain  are  altogether  nontiat.  In 
others  again  idiocy  is  associated  with  hypertrophy  of  the  brain  due  to  increisse 
of  the  neuroglia.  Lastly,  ischaemic  aiid  inflammatory  processes  of  destruction 
atfecting  the  cerebral  cortex  sometimes  induce  idiocy.  On  the  other  hand, 
malformations  such  as  those  just  described,  or  even  still  greater  defects,  mav 
esist  in  the  brain,  though  during  life  there  is  nothing  whatever  to  indicate 
their  presence. 

In  oretlnlam,  as  in  sporadic  idiocy,  no  special  and  characteristic  defect  of 
the  brain  can  be  demonstrated. 

Bekbdikt  has  for  some  years  maintained  that  in  habitaol  crlminala 
certain  peculiarities  of  configuration  constantly  recur  in  the  cerebral  snrface, 
and  infers  that  such  criminals  represent  an  anthropological  variety  of  the 
human  race.  Their  brains  are  said  to  resemble  in  some  points  those  of  lower 
animals,  and  are  characterised  by  a  tendency  of  the  sulci  to  run  into  one  another, 
so  that  they  are  continuous  at  points  where  in  normal  brtuns  they  would  be  inter- 
rupted. This  hypothesis  is,  however,  untenable.  Apart  from  tne  fact  that  it  is 
impossible  to  settle  the  exact  definition  of  the  term  criminal,  investigation  has 
shown  that  such  deviations  from  the  normal  type  occur  in  the  brains  of  persona 
who  have  never  made  themselves  liable  to  penal  proceedings. 

The  like  holds  good  for  the  anomalies  and  malformations  of  the  braiu 
which  are  found  in  pei-sons  afflicted  with  mental  diseases,  epilepsy,  etc.  None 
of  these  abnormalities  are  characteristic  of  any  uarticulHr  morbid  condition, 
and  they  are  met  with  in  the  brains  of  persona  whose  cerebral  f  auctions  were 
normal.  All  that  we  can  say  is  that  malformations  of  the  brain,  both  serioua 
and  trifling,  are  more  frequent  in  persons  whose  mental  activities  are  in  some 
degree  al)errant  than  in  tlio.He  whose  minds  are  normal.  Thus  heterotopia  of 
the  grey  matter  has  been  met  with  chiefiy  in  lunatics,  idiots,  and  epileptics; 
while  in  cases  of  progressive  paralytic  deinentia  it  is  not  uncommon  to  find 
malformation  of  tne  brain  in  addition  to  the  cortical  changes  characteristic  of 
the  disease. 

Defects  of  substance  in  parts  which  we  know  by  experience  to  be  Ihe  seata 
of  the  centres  for  certain  special  functions,  or  which  are  traversed  by  certain 
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conducting  tracts,  may  lead  not  only  to  imperfect  mental  development,  but  also 
to  local  disorders  of  the  motor  or  sensory  functions,  including  those  of  the 
special  senses. 
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CHAPTER  XXXVIII 


DISORDERS  OF  THE  CEREBRAL  CIRCULATION 

112.  The  quantity  of  blood  contained  in  the  brain  and  jtj 
membranes  is  subject  to  very  considerable  physiological  vs>^, 
ations.  It  is  greater  during  periods  of  increased  mental  activ-Jtj 
than  during  intervals  of  rest. 

Increased  afflux  of  blood  to  a  particular  vascular  region  cai^^^a 
an  efflux  of  the  circumvascular  lymph,  and  of  the  cerebro-spixia/ 
liquid  from  the  subarachnoid  spaces  and  the  ventricles,  into  otter 
parts.      When   the   hyperaemia   is   general,   space  is  found   fof 
the  excess  of   blood   by  the  efflux  of  cerebro-spinal  liquid  into 
the  lymph-vessels   of   the   head,  neck,  and  trunk,  and  into  tie 
venous  sinuses  of  the  dura  mater. 

Morbid  congestive  h3rperaeinia  of  the  brain  is  occasioned 
when  the  activity  of  the  heart  is  abnormally  increased,  or  when 
the  resistance  to  dilatation  of  the  afferent  arteries  or  of  the  ar- 
terioles of  the  meninges  and  the  brain-substance  is  diminished. 
In  the  latter  case  the  hyperaemia  may  remain  local. 

General  passive  h3rperaeinia  or  venous  engorgement  takes 
place  when  the  return  of  the  blood  from  the  cranial  cavity  and 
the  spinal  canal  is  checked,  as  it  is  for  instance  in  certain  diseases 
of  the  heart  and  lungs.  Moreover,  paralytic  dilatation  of  the 
cerebral  arteries,  by  increasing  the  intra-cranial  pressure,  some- 
times leads  to  obstruction  of  the  venous  circulation,  or  intensi- 
fies this  condition  if  it  already  exists  (Geigel,  Grashey). 

Local  engorgement  is  generally  due  to  intra-cranial  vascular 
thrombosis,  or  to  tumours  and  exudations  pressing  upon  and 
obstructing  the  veins. 

The  signs  of  hyperaemia  are  most  apparent  in  the  meninges, 
whose  vessels  are  more  or  less  tensely  distended  with  blood,  and 
owing  to  the  transparency  of  the  internal  membranes  (pia  mater 
and  arachnoid)  can  be  followed  to  their  minutest  ramifications. 
It  must  however  be  kept  in  mind  that  the  post-mortem  appearances 
are  far  from  representing  precisely  the  conditions  that  prevailed 
during  life,  for  as  soon  as  death  takes  place  the  blood  is  in  a 
measure  free  to  pass  out  of  the  cranial  cavity,  while  that  which 
remains  tends  to  sink  to  the  parts  that  are  most  dependent. 
Hyperaemia  of  the  white  matter  is  recognisable  after  death  only 
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by  the  distension  of  the  smaller  veins,  which  on  section  allow 
their  contents  to  exude  as  drops  of  blood  of  various  sizes.  Diffuse 
reddening  of  the  tissue  from  dilatation  of  the  capillaries  is  very 
uncommon  after  simple  hyperaemia,  owing  to  the  fact  that  the 
coagulation  or  post-mortem  rigidity  of  the  white  matter  squeezes 
Tuost  of  their  contents  out  of  the  capillaries,  while  the  opacity 
of  the  tissue  prevents  the  red  tint  from  shining  through. 

In  the  grey  matter  both  the  minuter  venules  and  the  capil- 
laries may  remain  filled  with  blood,  the  latter  by  their  distension 
gi\dng  rise  to  a  diffuse  or  mottled  reddening  of  the  tissue. 

Ajiaemia  of  the  brain  is  manifested  by  the  comparative 
emptiness  of  the  arterioles  and  veins  of  the  pia-arachnoid  mem- 
branes, and  by  the  paleness  of  the  grey  matter.  The  white  matter 
on  section  shows  few  or  no  drops  of  blood  on  its  surface. 

Cerebral  anaemia  may  be  merely  one  result  of  general  anaemia, 
or  it  may  be  due  to  morbid  congestion  of  other  organs  or  parts  of 
the  body  (collateral  anaemia).  In  some  cases  again  it  results 
from  narrowing  of  the  afferent  arteries  owing  to  spasmodic  con- 
traction or  thickening  of  the  arterial  walls,  or  from  changes 
within  the  cranium  that  interfere  with  the  influx  of  blood.  Such 
changes  as  diminish  the  available  space  within  the  cranial  cavity 
act  in  the  last  mentioned  way,  namely  subarachnoid  effusion, 
dropsy  of  the  ventricles,  tumours,  extravasations  of  blood  in  the 
subdural  space  or  in  the  brain,  and  the  like. 

If  a  still  greater  exudation  of  liquid  from  the  vessels  takes 
place,  either  in  consequence  of  vaso-motor  disturbances  or  owing 
to  changes  in  the  vascular  walls,  and  if  the  excess  is  not  removed 
by  a  correspondingly  increased  efflux  of  lymph,  oedema  of  the 
brain  is  induced.  This  condition  is  characterised  chiefly  by 
abnormal  moistness  and  lustre  of  the  tissue  on  section,  the  cut 
surface  allowing  liquid  to  escape,  chiefly  from  the  enlarged  adven- 
titial lymph-spaces  surrounding  the  vessels. 

General  passive  oedema  arises  from  failure  of  the  heart's 
functional  activity  or  from  interference  with  the  circulation  in 
the  lungs,  as  well  as  from  thrombosis  of  the  sinuses  of  the  dura 
mater.  Local  passive  oedema  is  very  common  in  the  tissue 
adjacent  to  tumours,  haemorrhagic  patches,  thrombosed  veins, 
and  so  on. 

Oedema  from  auto-intoxication  (uraemia)  arises  chiefly  in 
connexion  with  nephritis. 

Xnflammatory  oedema  involving  the  entire  brain  is  usually 
a  result  of  general  infection :  when  it  involves  only  a  limited 
portion  of  the  brain,  it  is  often  an  accompaniment  or  a  conse- 
quence of  local  inflammation,  softening,  haemorrhage,  or  tumour. 
According  to  certain  authorities,  excessive  congestive  hyperaemia 
of  the  brain,  by  increasing  the  intra-cranial  pressure  and  so  com- 
pressing the  veins,  is  capable  of  giving  rise  to  cerebral  oedema, 
especiaUy  in  children. 
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Engorgement    or    inflammation    involving    the     ventricular 
plexuses  sometimes  leads  to  the  accumulation  of  liquid   in  tlx« 
cerebral  ventricles,  a  condition   described  as   acquired  hydr^^. 
cephalns  (Jiydreps  ventriculorum).     Like  congenital  hy droceph  ^v- 
lus  it  is  associated  with  dilatation  of  the  ventricles  concerne^J. 
When  acute  it  is  usually  the  consequence  of  inflammatory  pr  ^^c)- 

cesses :    the  chronic   form  on  the  other  hand  is  generally  dL ae 

to  venous  engorgement,  and  is  often  induced  by  tumours  th    ^^t 
impede  the  outflow  of  venous  blood  from  the  ventricles. 

Both  the  acute  and  the  chronic  forms  are  oftenest  met  with  in 
the  lateral  ventricles,  but  dilatation  of  the  fourth  ventricle  due  to 
accumulation  of  liquid  within  it  is  by  no  means  rare. 

Dropsy  of  the  ventricles,  whether  from  engorgement  or  fro-i^wm 
inflammation,  induces  a  certain  amount  of  compression  of  the  brai  n- 
substance,  and  this  naturally  leads  to  flattening  of  the  convol  u- 
tions  over  the  aftected  part.     When  the  hydrocephalus  is  extrei^cnie 

the  convolutions  are  apt  to  be  altogether  effaced,  while  the  su b- 

arachnoid  liquid  is  driven  away;  the  surface  of  the  meninges  s^^bc- 
cordingly  appears  dry,  and  the  sulci  almost  cease  to  be  traceab^^le. 
The  pial  vessels  are  often  emptied  by  the  compression,  so  th^fc.at 
only  a  few  of  those  lying  in  the  sulci  contain  any  blood. 

Dilatation  of  the  ventricles  may  also  arise  from  diminution        of 
the  mass  of  the  brain-substance ;    the  contents  of  the  ventricM^  es 
increase  as  the  volume  of  the  brain  decreases,  and  occupy  tl^e 
space  left  free  by  the  shrinkage  (hydrops  ex  vacuo).      In  ttr^s 
form  of  ventricular  dropsy  the  convolutions  are  not  flattened. 
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CHAPTER  XXXIX 


ATROPHY  OF  THE  BRAIN 

113.  General  atrophy  of  the  brain,  or  at  least  of  a  consider- 
able portion  of  it,  is  not  uncommon  as  an  accompaniment  of 
sidvanced  old  age,  and  is  now  and  then  so  marked  that  the  bulk 
of  the  brain  is  very  greatly  reduced,  the  gyri  are  notably  attenuated, 
and  the  sulci  are  widened.  The  reduction  of  bulk  is  due  to 
wasting  of  the  nerve-substance,  affecting  the  medullated  nerve- 
fibres  as  well  as  the  ganglion-cells,  and  the  cortex  as  well  as  the 
white  matter. 

In  less-marked  atrophy  the  brain-substance  appears  to  the 
naked  eye  unchanged;  while  in  extreme  atrophy  the  adventitial 
lymph-channels  are  sometimes  dilated,  so  that  the  vessels  appear  to 
lie  loose  within  empty  sheaths.  Very  small  patches  of  softening  are 
oft«n  formed  at  the  same  time  in  scattered  spots  (Art.  114),  giving 
rise  to  a  sieve-like  appearance  of  the  brain  that  has  been  called 
the  Stat  cribU  and  compared  to  that  of  Gruyere  cheese.  The 
space  left  vacant  by  the  shrinkage  of  the  brain  is  usually  filled 
in  part  by  liquid  accumulated  in  the  subarachnoid  space,  in  part 
also  by  dropsical  distension  of  the  ventricles.  The  senile  form  of 
atrophy  of  the  brain  is  partly  active,  partly  passive;  in  other 
words  it  is  due  both  to  gradual  destruction  of  the  ganglion-cells 
and  nerve-fibres,  and  to  lowering  of  their  nutrition.  The  latter 
factor  probably  always  plays  an  important  part  in  well-marked 
atrophy,  and  depends  not  only  on  the  general  senile  failure  of 
nutrition,  but  also  on  local  impairment  of  the  circulation  caused 
by  narrowing  of  the  vessels  (Art.  114). 

Atrophy  in  earlier  periods  of  life,  in  manhood  or  in  youth,  is 
no  doubt  for  the  most  part  attributable  to  disorders  of  nutrition  : 
it  must  however  be  kept  in  mind  that  heredity  has  an  important 
share  in  the  causation  of  these  conditions. 

Premature  degeneration  and  atrophy  of  the  nerve-fibres  and 
ganglion-cells  of  the  brain  are  most  frequently  observed  in  the  dis- 
ease known  as  progressive  general  paralysis,  or  paralytic  de- 
mentia, a  disease  characterised  by  gradual  failure  of  intelligence^ 
emotional  instability,  and  insane  delusions.  The  causes  assigned 
for  this  affection  are  inherited  psychopathic  predisposition,  and 
noxious  influences  of  an  acquired  kind,  such  as  excessive  mental 
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exertion,  intense  emotional  disturbance,  alcoholism,  certain  infec- 
tive diseases  like  sypliilis,  and  traumatic  injury.  Premature  cer«. 
bral  atropliy  is  al»o  met  with  in  some  cases  of  tabes  (JEXDRAasuc^, 
in  epilepsy  of  long  duration  (Zacher),  in  ordinary  insanity,  va 
sun-stroke  (Cramer),  in  poisoning  from  carbonic  oxide  gas.  etc. 

According  to  the  investigations  of  Tuczek,  Zacher,  Frie»> 
MANN,  and  others,  both  the  medullated  nerve-fibres  of  the  cortex  a  x^A 
white  matter,  and  to  a  less  extent  the  ganglion-cells  of  the  corL^Ki 
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(Fig.  231 /^^r),  are  liable  to  disappear  in  progressive  paralysis; 
these  two  sets  of  atrophic  changes  may  be  so  considerable  in 
amount  that  the  brain  loses  greatly  in  bulk,  the  gyri  becoming 
attenuated  and  the  sulci  widened.  In  the  spinal  cord  the  pyra- 
midal tracts  and  posterior  columns  occasionally  undergo  degener- 
ative changes. 

In  extreme  atrophy  (Fig.  231)  the  number  of  ganglion-cells  is 
diminished,  both  in  the  superficial  layer,  which  normally  contains 
tut  few  cells  («),  and  in  the  underlying  stratum  which  abounds 
in  closely-set  pyramidal  cells  (/);  in  some  parts  indeed  the  cells 
are  entirely  absent  (^^r),  so  that  when  a  section  is  mounted  in 
Canada  balsam  its  tissue  appears  discontinuous  and  perforated. 
The  weight  of  an  atrophic  brain  may  be  less  than  1000  grammes. 

The  atrophy  of  the  nerve-elements  in  progressive  general  par- 
alysis is  not  distributed  in  any  regular  way ;  it  may  affect  different 
elements  within  a  single  convolution.  The  frontal  lobe,  the  gyrus 
fomicatus,  and  the  i^nd  of  Reil  are  apt  to  be  specially  affected.' 
In  tabes  the  lower  and  posterior  portions  of  the  brain  appear  to 
be  liable  to  atrophy  in  spots  (Jendrassik).  The  ganglion-cells 
are  said  by  various  authorities  to  perish  by  simple  atrophy,  by 
pigmentary  and  hyaline  degeneration  and  sclerosis,  by  vacuolar 
degeneration,  by  dropsical  swelling,  etc.  Many  of  the  changes 
described  are  doubtless  caused  by  the  methods  employed  in  hard- 
ening the  brain  under  investigation.  It  is  probable  that  simple 
atrophy  and  fatty  degeneration  (Fig.  233)  are  the  most  common 
changes ;  at  any  rate  fatty  degeneration  may  often  by  suitable 
methods  be  demonstrated  over  a  considerable  extent  of  the  brain. 

Of  changes  accompanying  the  disappearance  of  the  nerve- 
elements  we  may  note  accumulations  of  leucocytes  (Fig.  281  i,), 
as  well  as  of  red  blood-corpuscles  and  yellow  pigment-granules 
(t^),  within  the  adventitial  lymph-sheaths  of  the  cortical  vessels, 
and  sometimes  in  those  of  the  white  matter  of  the  brain  and  cord ; 
together  with  similar  cellular  infiltrations  in  the  pia  mater  (c  A), 
some  surrounding  the  vessels,  and  others  more  widely  diffused. 
These  infiltrations  are  in  many  cases  so  abundant  and  so  extensive 
that  they  form  the  most  striking  of  all  the  morbid  appearances  in 
this  affection,  and  they  have  accordingly  led  to  the  entire  process 
being  described  as  a  chronic  meningo-encephalitis.  It  must  how- 
ever be  remembered  that  the  symptoms  of  progressive  paralysis 
may  exist  in  a  given  case  without  any  meningitis  that  can  be  dis- 
covered post  mortem.  Moreover  cases  of  marked  degeneration  of 
the  nerve-elements,  accompanied  by  very  insignificant  infiltration, 
suggest  that  the  inflammation  (if  present  at  all)  is  either  a  second- 
ary result  or  a  mere  accidental  concomitant  of  the  degeneration, 
and  that  the  essential  feature  of  the  affection  consists  in  the  degen- 
erative processes.  The  efficient  causes  of  the  degeneration  are,  as 
we  have  said,  probably  different  in  different  cases. 

Other  morbid  changes  to  be  mentioned  are  proliferation  and 
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hyaline  or  fatty  degeneration  of  the  vessel-walls,  and  overgrowth 
of  the  supporting  reticular  tissue,  the  latter  often  standing  out 
prominently  in  the  form  of  a  peculiar  network  (e).  This  is  no 
doubt  due  to  the  fact  that  the  neuroglia  is  rendered  more  dig- 
tinctly  visible  by  the  destruction  of  the  nerve-elements ;  but  in 
certain  cases  there  appears  also  to  be  some  proliferation  of  the 
neuroglia-cells.  The  statement  repeatedly  made,  that  the  gan- 
glion-cells likewise  undergo  proliferation,  is  erroneous. 

In  atrophy  of  the  cerebrum  the  cerebellum  is  usually  not  per- 
ceptibly wasted ;  cases  have  however  come  under  anatomical  ex- 
amination in  which  the  entire  mass  of  the  cerebellum,  or  one  of 
its  lobes,  or  it  may  be  the  vermis  or  some  part  of  it,  is  more  or  less 
notably  diminished  in  size.  The  whole  cerebellum  may  indeed 
be  reduced  to  about  the  size  of  a  walnut.  The  slighter  degrees  of 
attenuation  may  be  due  to  atrophy  of  certain  cells  and  fibres. 
Where  the  diminution  is  very  marked  it  is  probably  referable  to 
'hypoplasia  or  imperfect  development  of  the  cerebellum  (Arts. 
108  and  111,  Fig.  230). 
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Clapton,  E.  :  Trans.  Path.  Soc.  xii  London  1871 

Cramer  :   Unilateral  atrophy  of  the  cerebellum,  with  slight  atrophy  of  the 

opposite  cerebral  heniLsphere  Ziegler'^s  Beitrdge  xi  1891 
Denissenko:  A.f.  mikrosk.  Anat.  xiv 

Huppert:  Extreme  smallness  of  the  cerebellum  A.f  Psych,  vii 
Menzel:  Hereditary  ataxia  and  atrophy  of  the  cerebellutn  A.f.  Psych,  xxil 


Meyer  :  Disappearance  of  fibres  in  the  cerebeUar  cortex  A.f  Psych,  xxi  1889 
Obersteiner:  Allg.  Z.f  Psych.  27,  and  Biolog.  Centralbl.  iii  1883 
Schultze:  Atrophy  of  the  cerebellum  V.  A.  108  1887 
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CHAPTER   XL 

LOCAL  DEGENERATIONS  AND  INFLAMMATIONS  OF  THE 

BRAIN 


114.  Local  degenerations  of  the  brain  are  usually  the  result 
of  local  anaemia  or  of  haemorrhage  ;  they  may  however  be  due  to 
other  disturbances  of  the  circulation,  to  traumatic  injury,  to  in- 
flammation, or  to  compression.  The  nerve-tracts  of  the  brain 
undergo  degeneration  also  when  the  corresponding  centres  are 
destroyed.  For  example,  after  destruction  of  the  psycho-motor 
centres  of  the  cerebral  cortex  the  pyramidal  tracts  passing  down 
to  the  cord  degenerate  ;  according  to  HoscH  and  vON  Monakow, 
descending  atrophy  of  the  optic  tract  follows  destruction  of  the 
optic  centres.  When  the  nerves  proceeding  from  the  cerebral  axis 
are  excised  in  early  life,  or  their  terminal  organs  are  destroyed 
or  removed  (Gudden),  atrophy  takes  place  in  the  corresponding 


Fio.  232.    Deobneratb  and  disintbgratinq  nebye-cells  and  nbetk-fibris. 

(From  the  cerebral  cortex  in  the  neighbourhood  of  a  focus  of  traunuitic  encephalitis  of 
eight  days*  duration:  preparation  macerated  in  MUUer*s  fluid  and  afterwardt 
teased  out :    X  300) 

Oj  gaoglion-celUi  filled  with  droplets  of 

fat 
b    swollen   azis-cylindera  breaking  into 

segments  and  undergoing  gnnaltr 

degeneration 
c    normal  ganglion-cell 


a  swollen  and  hyaline  ganglion-cells  with 
swollen  and  partially  disintegrated 
processes 

ai  pale  denucleated  ganglion-cells  break- 
ing up  into  segments  and  with  irregu- 
larly crenate  contours 
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(PreparaliuH  fim 
a/.,.../ I,, 
Iht  eorpiu  at  .... 
minff't  acid  aolati 
taffranin ;  x  500) 
a    groutid-salisl&nce 
b    niimial  ganglia d-ikIIs 


•ighboiirliiiorl  of 

ftxtd  in  t'ltm- 
\nd  tlaintd  leith 


Bensory  or  motor  nuclei  (Art,  90).  After  the  losa  of  an  eye  the 
corresponding  optic  nerve  atrophies  in  the  human  subject,  and 
after  some  time  this  is  followed  by  atrophy  of  the  fibres  of  the 
optic  tract  belonging  to  the  af-  __ 

feeted   nerve:     it   is   moreover       'r'~        '^.^  ;,'..      '■;       i^r 
stated   that   after  blindness  of  .„^   ^  ''        • 

many  years'  duration    atrophy  ,i*.*'     *    .f ;        '-. '      ■^' 

of   the  cortex   of  the  occipital        '    '^  '  ''- '  'jw^' ? 

lobes  takes  place.  ^  .  *  ^ 

Itocal  inflammatjons  of  the  .     ,      .^^   «-— ^'' 

brain  are  in  Munie  cases  Ijaema-  f-  "^."j**  '  ^^  ■}^-  __/) 
togenous,  in  otliera  of  traumatic  '"«'*•.         '*  '    # 

origin,  and  in  others  again  they  •   •         *  lE^" .  * 

result   from    infection    and   in-       *■-  '      -- 

flaninintion  of  the  meningeal  ^.n  i.-i-i  s-.t-^v  ni.ni-«^o.Tmv  n.r -rnif 
ami  cniuial  t'ii\elo|H>s. 

Ill  acute  destruction  of 
the  ganglion- cells,  siuli  as  is 
api  to  occur  in  the  neighbour- 
hood of  inflammatory  lesions, 
as  well  as  after  contusion  and 
in   anaemic   and   haemorrhagie 

softening,  the  cells  (Fig.  2320  rf  blo^-vis^i  with  fatty  wall 

often  swell  up  (a)  and  become 

fiale  and  hyaline  ;  their  processes  also  undergo  swelling  and  liya- 
ine  degeneration.  At  times  vacuolation  takes  place,  the  nuclei 
usually  becoming  swollen  at  the  same  time.  After  a  short  in- 
terval cleavage  and  disintegration  of  the  cells  make  their  appear- 
ance (rti),  and  the  nuclei  break  down  and  dissolve. 

Along  with  the  swelling  and 
fragmentary  disintegration,  fatty 
degeneration  (a^)  of  the  ganglion- 
cells  sometimes  sets  in.  It  is  gen- 
erally met  with  in  conditions  in 
which  chronic  or  frequently-repeated 
interference  with  the  cii'culation  has 
Sf  ^^i  ^^teh  '^"^  *"*  impaired  nutrition  of  the 
^        ^K  ganglion-cells  (Fig.  233). 

«  ^^  When  the  ganglion-cells  die  from 

any  cause,  such  as  inflammation, 
anaemia,  or  concussion,  and  are  not 
at  once  broken  up  and  dissolved, 
they  sometimes  undergo  calcifica- 
tion, and  appear  thickly  studded 
with  particles  and  rounded  grains 
of  lime.  Frfedlander  met  with  calcified  ganglion-cells  in  the 
brain  as  early  as  thirteen  days  after  a  traumatic  injury.  In 
chronic  diseases  the  ganglion-cells  occasionally  assume  a  peculiar 
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homogeneous  wax-like  condition,  a  change  which   lias   by  some 
been  described  ua  sclerosis. 

When  nerve-flbres  x'^^riah  the  myelin,  usually  coagulates  in 
drops  (Art.  91,  Fig.  185).  which  fall  to  pieces  and  change  into 
fat-globules ;  tlie  process  is  thus  usually  described  as  fatty  de- 
generation. The  axis-cylinders  often  become  hyaline,  swell  up, 
become  varicose,  and  sooner  or  later  break  down  completely, 
whereupon  the  detritus  dissolves  and  disappears.  The  neurogliii- 
eells  and  the  vessels  within  the  focus  of  degeneration  soon  perish 
likewise,  or  at  least  undergo  degenerative  changes,  chiefly  of  » 
fatty  character ;  sometimes  however  tbey  remain  intact,  and  in 
this  case  they  are  apt  to  become  proliferous. 


a  scler  tic  Iluue 

b     tuulpa  media                                                        A  riiiin  <-cHla 

e    milvenlilinl  lyroph-abealh                              A,  runud-cclls  vith  i 

il    iuiall«r«l  neiim)!:lia.oel1s  Fat 
<    fatty  iieuToglia-oella 
/   blnuclear  iieuni^lla-^^ells 

It  may  be  taken  as  the  ordinary  rule  that  the  products  of 
disintegration  of  the  degenerate  and  necrotic  tissue  are  absorbed, 
sometimes  quickly,  sometimes  more  slowly.  Some  of  the  detritus 
is  dissolved  and  absorbed  at  the  seat  of  lesion  ;  otlier  portions  are 
taken  up  as  such  into  the  lymph-channels,  not  in  general  directly 
but  after  inclusion  within  carrier-cells.     Such  cells  always  make 
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their  appearance  sooner  or  later  in  foci  of  disintegration;  they 
are  either  migratory  leucocytes  from  the  Wood- vessels,  or  the 
progeny  of  connective-tissue  cells,  and  in  virtue  of  their  power  o£ 
movement  they  take  up  into  their  subi^tance  the  products  of  dis- 
integration, and  in  particular  the  droplets  of  fat,  and  so  form  fat- 
grannie  cells  (Fig.  235  h  A^  A^).  So  long  as  any  conaideraWa 
quantity  of  detritus  remains  in  the  tissue  Uiese  granule-cells  are 
never  absent,  and  in  the  later  stages  of  the  process  they  accumu- 
late chiefly  in  the  lymph-channels,  more  particularly  in  the  ad- 
ventitial sheaths  of  the  blood-vessels  (Fig.  235  u);    in  this  way 


Fro.  2311.    Sbction 

(Preparation  hardened 


mounted  m  CoTuida  baUam, 


I    normal  brHln-subatance 
I    ileKenerate  hrain-suligtaDce 

nerre-flbren  o(  diSprcat   thicknesses, 
eiil  partly  acrosa  aiid  partly  Ictigth- 

neuroKlia-cells  within  the  normalbrain- 

1   neiiroeKo-cells  In  the  zone  of  degeoer- 


blood' vessels 

bluod-vesseU  with  thickened  adventl- 

lial  shpalha 
nuallered    leiicocjtes   migrated   from 

tal'graDiile  cells  deprived  of  fat  hy 
trentmvnc  ut  the  aectloii  vrith  aleubol 
and  (ill  of  clorCB 


they  remove  the  products  of  disintegration,  and  so  bring  about  their 
destruction.  If  the  focus  of  degeneration  contains  extravasated 
blood,  pigment-grannie  cells  are  formed  in  like  manner  (A,). 

When  the  nerve-elements  only  are  destroyed,  while  the  vessels 
and  the  neuroglia-cells  are  preserved,  the  resulting  tissue  consists 
of  a  network  of  vessels  (Fig.  236  c  Uj),  within  which  the  neuroglia- 
cells  are  more  or  less  uniformly  distributed  (fii).     These  by  their 


interlacing  processes  form  a  fine  reticulum,  whose  meshes  instead 
of  nerve-fibrea  (a)  or  ganglion -eel  Is  contain  liquid,  with  varjiiig 
numbers  of  leucocytes  ((f)  and  fat-granule  cells  (e_). 

The  adventitial  slieallis  of  the  vessels  within  the  area  of 
degeneration  (Fig.  236  c,)  usually  begin  to  proliferate  at  an 
early  stage,  and  in  the  course  of  time  elaborate  a  raor«  or  less 
abundant  and  often  fairly  dense  connective  tissue,  which  for  long 
continues  to  enclose  granule-cells  in  its  meshes. 

Sometimes  the  neuroglia-cells  also  proliferate,  and  then  a  felted 
fibrous  patch  of  sclerotic  tissue  (Fig.  235  ^r)  ia  formed;  but  such 
patches  are  usually  of  slight  extent,  and  iu  many  cases  of  cerebral 
softening  they  are  entirely  absent. 

So  long  as  a  focus  of  degeneration  contains  disintegrating 
myelin  and  fat-granule  cells  it  appears  white  and  softer  than 
the  parts  around  it,  or  looks  like  a  white  turbid  semi-liquid  ma.ss 
enclosed  in  a  fine  mesh-work.  The  process  is  accordingly  termed 
white  softening  or  degeneration.  As  the  fatty  detritus  is  re-ab- 
sorbed, the  liquid  becomes  more  and  more  clear,  and  if  the  sur- 
rounding tissue  does  not  close  in  and  occupy  the  space,  a  cyst 
filled  with  clear  or  slightly  turbid  liquid  and  traversed  by  a  deli- 
cate network  of  vessels  is  formed  in  the  site  of  the  degenerate 
patch.  If  proliferation  of  the  neuroglia  takes  place,  sclerosis 
ensues  (Fig.  235^),  while  proliferation  of  the  advL*ntitial  sheaths 
of  the  blood-vessels  leads  to  the  formation  of  a  fibrous  cicatrix 
(Fig.  2.39). 

In  the  course  of  degenerative  processes  the  corpora  ami/lacea 
that  are  normally  present  iu  the  brain-substance  are  not  infre- 
quently to  be  found  in  Increased  numbers  within  the  altered 
tissue. 

Regaaeration  of  the  nerve-elements  of  the  brain  does  not 
appear  to  take  place,  at  least  in  man.  When  gang!  ion -cells  with 
their  corresponding  tracts  have  once  been  destroyed,  the  function 
they  performed  can  be  restored  only  by  means  of  vicarious  action 
on  the  part  of  other  equivalent  tracts  and  centres. 

It  ia  an  open  question  whether  in  persons  whose  limbs  hare  been  removied 
in  mature  life  the  corresponding  cortical  centres  hecome  atrophic  Sandkk 
(Cent./,  vwd.  Ifi'sj.  187S),  Leva  (Gdi.  rfes  hop.  187fi),  BounftoN  (Reck.  elin. 
*ur  let  centre!  mnteur*  des  memb.  Paris  1887,  and  Ball,  tie  I'Acad.  de  mr'd.  xii 
1883t.  and  others  state  that  they  have  observed  signs  of  correspcmding  cortical 
atropfiy  in  cases  of  amputation  ;  but  their  statements  are  not  quite  couTincing 
inasmuch  as  the  width  of  the  convolutions  varies  considerably,  even  in  normal 
conditions.  Charcot,  Ferrier,  and  others  have  sought  in  vain  for  unmistak- 
able evidence  on  the  point.  According  to  Davida  and  Edinokr  (  V.  A.  89 
1S82),  in  cases  of  congenital  absence  or  imperfection  of  the  limbs  the  correspood- 
iug  cortical  centres  are  defectively  developed. 

Whenever  the  tissue  of  the  brain  and  cord,  with  their  membranes  and 
Ivrnph-cbannels,  contain  granule-cells,  we  may  iu  general  take  it  as  a  proof  that 
Jisintvgration  of  nerve-elements  has  somewhere  taken  place.  According  to 
Jabtbowttz  (A./.  Pssck.  II),  this  statement  applies  only  to  the  case  of  persons 
more  than  seven  months  old ;  for  from  the  fifth  month  of  gestation  until  Lha 
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eighth  month  after  birth  the  presence  of  granule-cells  in  certain  parts  of  the 
brain  and  cord,  yaryine  with  age,  is  a  normal  phenomenon  related  with  the 
formation  of  the  medullary  sheaths  of  the  nerve-nbres.  The  phenomenon  was 
formerly  ( Virchow  :  BerL  klin,  Woch.  No.  46  1883)  regarded  as  patholo^cal, 
and  the  process  was  described  as  congenital  encephalitis.  The  granule-celte  are 
either  diffusely  distributed  or  agp^gated  in  masses,  which  form  opaque  white 
spots,  and  in  the  greyish-red  semi- translucent  brain-substance  of  the  foetus  are 
visible  by  the  unaided  eye. 

ReferenccB  on  Calcification  of  Ganglion-cells. 

Friedlanper  :  Calcification  of  ganglion-cells  V,  A.SS  1882 
Roth  :  Calcification  of  the  cells  of  Furkinjd  V.  A.  5S  1871 
Salvioli  :  Rivista  din,  di  Bologna  1878 

115.  The  brain  is  an  organ  whose  blood-vesBels  are  exception- 
ally liable  to  undergo  morbid  changes.  Sclerosis  and  atheroma 
of  the  vessels  occur  more  frequently  here  tlian  in  most  of  the  other 
organs,  and  indeed  the  favourite  seat  of  hyaline  degeneration  is  in 
the  walls  of  the  small  arteries  and  capillaries  of  the  central  nervous 
system  and  its  membranes.  Fatty  degeneration  and  calcifica- 
tion of  the  cerebral  vessels  are  also  of  very  frequent  occurrence : 
the  latter  change  indeed,  in  certain  rare  instances,  is  so  marked 
that  in  sections  of  the  brain  the  cut  vessels  project  as  rigid  points 
above  the  surface,  while  in  microscopical  preparations  the  majority 
of  the  capillaries  appear  in  a  state  of  hyaline  degeneration  and 
calcification.  Moreover,  small  embolic  fragments,  passing  from 
the  heart  or  ascending  aorta  into  the  arterial  blood-stream,  are 
not  infrequently  conveyed  to  and  lodge  in  the  cerebral  arteries. 

When  a  cerebral  artery  is  obstructed  or  occluded  by  thickening 
of  its  wall,  from  sclerosis  or  hyaline  degeneration,  or  when  the 
vessel  already  diseased  is  occluded  by  thrombosis  or  embolism, 
the  result  is  ischaemic  necrosis  of  the  region  it  supplies,  as  the 
arteries  in  the  interior  of  the  brain  are  devoid  of  anastomotic 
branches  of  any  considerable  size,  and  collateral  circulation  can 
be  established  only  with  difficulty.  The  necrosis  thus  induced' 
is  followed  very  soon  by  softening  of  the  brain-substance,  or 
encephalomalacia. 

Sometimes  the  occlusion  of  the  vessel  is  unaccompanied  by 
extravasation  of  blood  from  it,  in  which  case  the  affected  region 
presents  the  appearance  of  white  softening.  But  if,  in  conse- 
quence of  the  initial  disturbance  of  circulation,  extravasation  takes 
place  from  the  parts  of  the  vessel  that  are  still  accessible  to  the 
blood,  but  not  traversed  by  it  in  the  normal  way,  the  damaged 
tissue  assumes  a  red  and  later  on  a  yellow  or  rusty  colour,  due  to 
blood  and  its  detritus  —  haematoidin  and  haemosiderin.  This 
process  is  termed  red  or  yellow  softening. 

The  softening  of  the  tissue  is  apparent  even  after  a  few  days, 
and  the  histological  indications  of  disintegration  described  in 
Art.  114  are  very  soon  demonstrable,  the  appearance  of  myelin- 
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drops  and  of  fat-globules  and  fat-granule  cells  constituting  oik 
of  the  early  signs  that  disintegration  has  begun. 

In  the  course  of  weeks  the  liquefaction  of  the  tissue  increage*. 
and  the  focus  of  softening  presently  contains  little  more  than  a 
liquid  rendered  milky  and  turbid  by  tlie  presence  of  detritus  uid 
fat-granule  cells.  As  the  hlood-vessels  are  usually  intact  during 
this  part  of  the  process  (Figs.  236  c  and  237  6),  the  hquid  \s  in 
general  enclosed  within  the  meshes  of  a  fine  reticulum  formed  b; 
their  persistent  walls. 


\.    L       >.     <L 
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After  a  few  months  the  liquid  gradually  becomes  clearer, 
owing  to  the  resorption  of  the  products  of  disintegration.  Tbe 
turbidity  however  in  some  instances  persists  for  a  long  time,  as 
the  products  of  fresh  and  progressive  destruction  of  the  Burroiui^ 
ing  tissue  are  added  to  the  liquid. 
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Usually  in  the  course  of  mouths  a.  cavity  or  cyst  is  foniieil,  ^^^H 

which   ou   sectiou   yiol'l^  ^  certain   quantity  of  slightly  turhiit  ^^^H 

liquid,  and  is  traversed  by  a  delicate  network  that  collajises  when  ^^^H 

the  liquid  is  removed.     So  far  as  can  be  made  out  with  the  naked  ^^^H 

eye,  the  network  consists  essentially  of  vessels  (Fig.  237  fi);  where  ^^^| 

it  seems  more  compact  its  meshes  are  occupied  by  line  reticular  ^^^H 

neuroglia  (Figs.  236  b  and  237  a).  ^^^H 

Induration  due  to  proliferation  of   the  neuroglia  sometimes  ^^^| 

takes  place  round  the  region  of  softening,  but  it  is  usually  small  ^^^| 

in  amount.     It  is  most  apt  to  occur  in  the  case  of  small  foci  in  ^^^| 

young  persons,  and  when  the  softening  is  not  caused  by  arterio-  ^^^H 

sclerosis.      In  many  instances,  eveu  after  months  or  years,  the  ^^^| 

neurogliar  proliferation  is  inconsiderable,  the  foci  of  softening  ^^^| 

being  frequently  surrounded  by  a  zone  of  tissue  within  which  the  ^^^H 

nerve -elements   are   stUl   undergoing   disintegration,  and   which  ^^^ 

accordingly  is  more  or  less  densely  beset  with  granule-carrying  l 

cells.  ] 

The  vessels  lying  within  the  region  of  softening  become  in  1 

part  obliterated.      Fibro-cellular  hyperplasia  of   the  adventitial  , 

sheaths  takes  place,  both  in  the  occluded  vessels  and  in  those  ) 

which  remain  patent,  and  this  gives  rise  to  thickening  and  in-  j 

duration  of  the  parts  involved.  \ 

The  size  of  the  region   of  softening  is  dependent  upon  the  i 

extent  of  the  vascular  territory  that  has  been  rendered  anaemic,  ] 

and  it  accordingly  varies  much  in  different  cases.     The  smallest  i 

foci  of  degeneration  may  entirely  escape  notice  by  the  unaided  j 

eye,  or  cause  changes  recognisable  only  on  careful  observation  j  j 

while   larger  foci   sometimes   involve  entire  convolutions,  large  j 

parts  of  the  central  white  matter  or  of  the  basal  gangha,  or  even  I 

an  entire  lobe  of  the  brain.  j 

In  advanced  stages  the  smallest  foci  appear  as  minute  gaps  in  ] 

the  tissue  filled  with  clear  liquid ;  in  other  cases  the  tissue  is  rid-  I 

died  with  holes  or  cribriform,  looking  not  unlike  a  sponge  with  |i 
slender  trabecnlae  and  wide  meshes.     If  destruction  of  tissue  is 

limited  to  the  region  surrounding  a  small  arterial  branch,  the  space  i' 

left  vacant  by  the  resorption  of  the  detritus  is  generally  filled  up  | 

by  an  accumulation  of  liquid  within  the  adventitial  lymph-sheath.  | 

so  that  the  vessel  lies  loosely  in  a  wide  lymph-sac,  and  recalls  J 

the  appearance  presented  in  local  lymphatic  engorgement.  ) 

Large  numbers  of  these  very  small  foci  of  softening  lying  close 
to  one  another  give  rise  to  a  condition  included  under  the  term 
^tat  cribU. 

The  contents  of  larger  foci  of  softening  are  seldom  quite  clear, 
as  the  absorption  of  the  products  of  disintegration  takes  place 

very  slowly,  and  around  the  focus  the  gradual  degeneration  and  ) 
disintegration  of  the  nerve-substance  still  go  on  even  after  the 
lapse  of  months  or  years. 

Large  foci  of  softening  (Fig.  238)  situated  just  beneath  or  j 
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near  the  pia  mater  generally  cause  the  brain-substance  there  la 
collapse,  and  the  space  thus  vacated  is  partially  filled  up  by  aa  accu- 
mulation of  liquid  in  and  under  the  meshes  of  the  pia  mater  and 
arachnoid.  The  collapsed  portion  of  the  brain,  when  ohsen-ed 
from  the  exterior,  looks  opaque,  and  is  white,  yellow,  or  browD  in 
tint.  When  cut  into  it  allows  a  liquid  to  escape  that  is  generallj 
milky,  or  less  frequently  pigmented,  and  loose  shreds  of  tissue, 
consisting  in  great  part  of  isolated  vessels  (Fig.  237  6),  are  all 
that  is  left  of  the  pre-existing  brain-substance. 

The  tissue  of  the  internal  meninges  overlying  foci  of  soften- 
ing of  some  standing  is  usually  hyperplastic  (Cj),  and  its  blood- 
vessels (/)  are  often  thickened.  Cellular  inhltration  of  the 
tissue  persists  so  long  as  the  disintegration  continues,  both  within 
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the  degenerate  region  and  in  the  overlying'  membranes.  In  the 
thickened  meninges  calcareous  concretions  are  often  deposited. 
A  large  focus  situated  in  the  neighbourhood  of  a  ventricle  may 
cause  the  latter  to  become  enlarged  by  reason  of  the  collajise  of 
the  adjacent  tissue. 

In  the  cerebral  hemispheres  ischaemic  softening  occurs  both  in 
the  parts  supplied  by  the  arteries  of  the  basal  ganglia  and  in  tlie 
parts  supplied  by  those  of  the  cortex.  When  cortical  centres  are 
destroyed,  motor  and  sensory  paralyses  ensue.  Destruction  of 
the  occipital  lobe  and  of  tlie  posterior  portion  of  the  parietal  lobe 
results  in  loss  of  sight.     Destruction  of  the  central  oonvolutioiu 
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and  parietal  lobe  gives  rise  to  paralysis  of  the  limbs  of  the  oppo- 
site side ;  while  destruction  of  the  left  third-frontal  gyrus  (Fig. 
238)  in  right-handed  persons  usually  induces  ataxic  aphasia. 
The  production  of  numerous  small  areas  of  softening  in  the  cortex 
(Fig.  237)  leads  to  the  impairment,  in  varying  degree,  of  many  of 
its  functions. 

In  the  cerebral  axis  foci  of  softening  occur  in  the  most  diverse 
places,  and  accordingly  give  rise  to  very  various  disorders  of 
function.  When  they  are  situated  in  the  course  of  the  pyramidal 
tract,  they  interrupt  the  conduction  of  motor  impulses. 

References  an  Ischaemic  Softening  of  the  Brain. 
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Oeucres  completes  ix  Paris  1890 

DcRET :  Circulation  of  the  encephalon  A.  de physioL  1874 
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116.  Haemorrhages  are  of  very  frequent  occurrence  in  the 
brain,  taking  place  both  by  diapedesis  and  by  rupture.  Capillary 
haemorrhages  are  not  uncommon  in  congestive  hyperaemia,  and 
acute  encephalitis  generally  begins  with  such  haemorrhage.  In 
some  cases  of  malaria  the  brain  is  beset  with  numbers  of  bleeding 
points,  and  multiple  haemorrhages  of  the  kind  are  observed  in 
other  infective  diseases  (variola,  anthrax),  and  in  haemorrhagic 
purpura. 

In  all  these  cases  the  haemorrhages  take  the  form  of  rounded 
or  elongated  spots  from  the  size  of  a  millet-seed  to  that  of  a  pea, 
and  often  give  the  section  a  delicately-sprinkled  appearance. 

The  extravasated  blood  lies  partly  in  the  substance  of  the 
brain  itself,  partly  in  the  adventitial  sheaths  of  the  vessels.  The 
accumulations  of  blood  met  with  in  the  latter  situation  are  often 
described  as  miliary  dissecting  aneurysms. 

Extensive  haemorrhages  due  to  occlusion  of  the  arteries  by 
arterio-«clerotic  thickening  of  the  intima,  or  by  embolism  and 
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thrombosis,  are  rare ;  but  small  isolated  haemorrhagic  spots  are 
not  uncommon  as  a  result  of  arterial  obstruction. 

Engorgement  of  the  veins  within  the  substance  of  the  brain, 
such  as  occurs,  for  example,  in  the  neighbourhood  of  tumours  or 
of  large  haemorrhages,  leads  to  the  appearance  of  numerous  small 
circumscribed  extravasations  around  the  capillaries  and  small 
veins,  the  blood  lying  partly  within  the  adventitial  sheaths,  partly 
in  the  brain-substance  itself. 

Wounds,  contusions,  and  concussions  of  the  brain  and  cord, 
induced  by  various  traumatic  conditions,  usually  lead  to  haemor- 
rhages, whose  extent  naturally  varies  with  the  size  of  the  vessels 
that  are  ruptured. 

Extensive  spontaneous  haemorrhage  (cerebral  apoplexy) 
results  from  the  bursting  of  arteries,  owing  to  the  weakening  of 
their  walls  by  degenerative  and  inflammatory  changes.  Aneu- 
rysmal dilatations  of  the  arteries  often  precede  the  rupture, 
though  in  many  cases  no  such  dilatation  is  discoverable.  Increase 
of  the  blood-pressure  within  the  aortic  system  favours  the  rupture 
of  diseased  vessels,  but  is  incapable  of  causing  sound  arteries  to 
give  way. 

Such  spontaneous  arterial  haemorrhages  take  place  most  com- 
monly in  the  region  of  the  basal  ganglia,  in  the  internal  capsule, 
and  in  the  parts  immediately  adjacent.  They  are  more  infrequent 
in  the  pons,  in  the  crura  cerebri,  in  the  cerebellum,  and  in  the 
centrum  ovale  of  the  cerebrum.  Spontaneous  haemorrhage  from 
rupture  is  rarest  of  all  on  the  convex  aspect  of  the  brain. 

This  distribution  is  due  to  the  fact  that  the  arteries  supplying 
the  first-mentioned  territories  are  subjected  to  greater  blood- 
pressure  than  the  small  arteries  that  pass  from  the  vascular  rami- 
fications within  the  pia  mater  into  the  cortical  grey  matter.  In 
particular,  the  pressure  is  highest  in  the  branches  of  the  middle 
cerebral  artery  supplying  the  Imsal  ganglia  and  the  internal 
capsule. 

By  arterial  haemorrhage  the  nervous  and  ganglionic  elements 
are  more  or  less  extensively  destroyed,  while  the  surrounding 
structures  are  subjected  to  compression.  Destruction  of  tissue 
indeed  always  results,  except  in  the  case  of  very  small  capillary 
haemorrhages,  when  the  adjoining  cerebral  and  spinal  tissues  are 
merely  pushed  aside  and  compressed  by  the  extravasation  of  blood 
into  the  vascular  sheaths.  The  bursting  of  arteries  of  the  smallest 
calibre  gives  rise  to  haemorrhagic  patches  varying  from  the  size  of 
a  pea  to  that  of  a  hazel-nut :  when  larger  branches  give  way  entire 
regions  of  the  brain  may  be  destroyed,  such  as  the  greater  part  of 
the  basal  ganglia  of  one  side  with  some  of  the  adjoining  white 
matter,  or  the  entire  white  centre  of  one  occipital  lobe. 

The  seat  of  a  recent  haemorrhage  has  a  dark-red  softened 
appearance,  the  tissue  being  reduced  to  a  coagulated  or  pulpy 
mass  of  detritus.     When  the  liaemorrhage  has  been  extensive  tto 
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'emainder  of  the  brain  is  anaemic,  the  gyri  are  more  or  less  flat- 
eaed  from  the  pressure  of  the  extravasated  blood,  and  the  sulci 
re  indistinct.  Surrounding  the  primary  focus  are  usually  a 
lumber  of  smalt  bleeding  points,  that  give  the  brain-substance 
he  appearance  of  being  sprinkled  with  red ;  they  are  due  to  the 
listurbance  of  the  circulation  caused  by  tlie  primary  haemorrhage. 
■Vheu  bleeding  takes  place  in  tlie  neighbourhood  of  the  ven- 
ricles,  the  blood  may  be  poured  into  the  ventricular  cavities,  and 
>ass  thence  through  the  transverse  fissures  into  the  subarachnoid 
paces. 

In  cortical  haemorrhage  the  greater  part  of  the  blood  is  apt 
o  spread  along  beneath  the  pia  mater  and  to  penetrate  into  the 
>ial  and  subarachnoid  meshes.  When  meningeal  arteries  give 
vay,  the  membranes  are  nat- 
irally  the  chief  seat  of 
iffusion,  and  the  brain-sub- 
itance  is  only  involved  to  a 
lubordinate  extent.  Should 
Jie  arachnoid  itself  be  torn, 
iie  blood  may  pass  into  the 
lubdural  space. 

On  copulation  the  mass 
>f  extravasated  blood  con- 
tacts, and  its  liquid  portions 
ire  in  jjart  removed  by  the 
jrmphatics  and  blood-vessels. 
[n  this  way  the  compression 
>f  the  neighbouring  tissue  is 
rradually  lessened  and  finally 
:eases.  At  the  same  time 
•be  blood-clot  changes  colour 
md  becomes  reddish-brown 
IF  chocolate- coloured.  More- 
iver,  some  of  the  haemoglo- 
>in  diEfuses  into  the  sur- 
-ounding  tissue  and  gives  it 
,  yellowish  tinge.  Presently 
liain  teg  ration  of  the  effused 
■lood  and  of  the  damaged 
erebral  matter  takes  place, 
nd  the  products  of  disintegration  are  in  course  of  time  almost 
ntirely  absorbed  by  the  action  of  fat-granule  aud  pigment- 
Tanule  cells  (Art.  114).  The  space  thus  left  unoccupied  is 
illed  up  either  by  the  accumulation  of  liquid  or  by  the  collapse 
nd  contraction  of  the  brain-substance.  In  the  latter  case  a  cor- 
esponding  dilatation  of  the  subarachnoid  space  or  of  the  ventri- 
lea  must  occur.  When  part  of  the  space  is  filled  up  with 
iquid,  the   result  is  an  apoplectic  cyst;    when   the   surround- 
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ing  tissue  contracts  and  closes  up  the  hiatus,  an  apoplectic 
cicatrix  is  formed,  which  is  either  very  dense  and  close  in 
texture,  or  encloses  inspissated  necrotic  residues,  and  sometiffles 
plates  of  cholesterin.  The  tissue  of  the  cicatrix  (Fig.  239)  and 
the  wall  of  the  cyst  are  usually  somewhat  indurated,  and  of  a 
yellow,  brownish-red,  or  brown  tint.  The  pigmentation  is  due 
to  the  fact  that  some  of  the  colouring-matter  derived  from  the  dis- 
integration of  the  blood  is  not  absorbed,  but  remains  in  situ.  The 
pigment  consists  largely  of  amorphous  brown  flakes  and  granules 
of  haemosideriu  (Fig.  239  (?),  with  a  small  amount  of  amorphous 
or  crystalline  haematoidin  («).  The  induration  is  essentially  due 
to  hyperplastic  connective  tissue  (a  6)  derived  from  the  proliferous 
adventitial  sheaths  of  the  vessels. 

In  the  case  of  haemorrhages  that  are  inconsiderable,  and  in 
which  the  extravasation  has  been  limited  to  the  sheaths  of  the 
vessels  and  causes  no  destruction  of  tissue,  the  products  of  dis- 
integration are  in  large  part  removed  by  the  adventitial  or 
circumvascular  lymph-channels ;  pigment-granules,  however,  are 
liable  to  remain  for  a  long  time  in  the  vascular  sheaths. 

Iteferenees  on  Cerebral  Haemorrhage  and  its  Causation, 

Charcot  :  Lemons  sur  les  maladies  des  vieillards  Paris  1867 ;  Nouv.  reck,  iur  k 
pathogenic  de  Vhemorrhagie  cerebrate,  Oeuvres  completes  ix  1890 ;  Localisatioti 
of  cerebral  and  spinal  diseases  (New  Syd.  See.  trans.)  Loiidoo  1883 

Charcot  and  Bouchard  :  Pathology  of  cerebral  haemorrhage  A .  de  ph^fsiol. 
11868 

Durck:  Changes  and  haemorrhages  in  the  central  nervous  system  V,  AA2Q 
1892 

Eichler:  Aneurysms  of  the  cerebral  arteries  D,  A,f,  kiin,  Med.  xxii 

Geioel  :  Apoplectic  shock  in  cerebral  haemorrhage  V.  A.  125  1891 

LowENFELD :  A  etiologie  und  Pathologie  der  HimblxUungen  Wiesbaden  1886 

Roth:  Correspbl.  f.  Schweizer  Aerzte  1874 

Turner:  Arteries  of  the  brain  from  cases  of  cerebral  haemorrhage  Trans. 
Path.  Soc.  London  1882 

117.  Traumatic  injury  affects  the  brain  in  various  ways, 
and  leads  to  various  kinds  of  secondary  changes. 

Concussion  of  the  brain,  such  as  is  produced  by  a  fall  upon 
the  head  or  by  a  blow  or  knock,  often  causes  a  paralysis  of  the 
brain  manifested  by  loss  of  consciousness,  which  sometimes  is 
temporary,  sometimes  of  longer  duration,  and  not  infrequently 
terminates  fatally.  In  the  latter  case  investigation  occasionally 
reveals  the  presence  of  multiple  cerebral  haemorrhages ;  but  these 
may  be  absent,  and  the  paralysis  must  then  be  due  to  some  wide- 
spread and  general  lesion  of  the  brain,  in  which  certain  parts  are 
torn  from  their  connexions  or  directly  deprived  of  vitality.  The 
fact  that  after  slight  concussion,  whose  effects  appear  to  be  tran- 
sient, isolated  ganglion-cells  sometimes  undergo  calcification  is 
in  favour  of  this  hypothesis. 
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CSontnsIon,  crashing,  and  laceration  of  circumscribed  por- 
8  of  the  brain,  such  as  accompany  penetrating  gun-shot  injuries 
;.  240  tn).  wounds  from  cuts,  stabs,  or  depressed  fractures  of 
skull,  and  occasionally  severe  local  concussions,  lead  to  more 
9SS  extensive  local  destruction  of  the  brain-substance,  and  in 
Bral  to  haemorrhage.  The  extent  of  the  destruction  naturally 
suds  upon  the  character  of  the  injury.     In  the  case  of  gun- 
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S  wounds  the  brain  may  be  traversed  from  side  to  side  by  the 
:k  of  the  bullet  (Fig.  240  m  n),  and  if  the  latter  has  rebounded 
a  the  bone,  the  track  may  have  a  zigzag  course.  Punctured 
inds,  on  the  other  hand,  often  give  rise  only  to  a  comparatively 
rt  and  narrow  solution  of  continuity  (Fig.  241  a). 
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If  no  septic  infection  reaches  the  seat  of  the  traumatic  sof»Q. 
ing,  its  course  ia  in  general  similar  to  that  of  the  ischaemic  and 
haemorrhagic  forms.  Gradual  dissolution  of  the  damaged  tissue 
takes  place  (Fig.  241  (),  and  more  or  less  extensive  inflammation 
and  proliferation  are  set  up  (c).  These-  processes  start  mainly 
from  the  vessels  and  the  tissue  about  them ;  while  the  nerve- 
substance,  often  for  some  distance  from  the  original  seat  of  tlw 
traumatic  lesion  (tf),  undergoes  degenerative  changes. 
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Sub-meningeal  injuries  of  the  brain  induce  in  the  pia  mater 
inflammation  and  proliferation,  these  processes  being  especially 
noticeable  about  the  vessels  that  enter  the  brain  (Fig.  241  c). 
In  perforating  gun-shot  wounds  granulation-tissue  (Fig.  242  b  c) 
is  produced  around  the  fistular  track  (Fig.  242  a),  and  after  a 
certain  time  this  is  transformed  into  flbrous  tissue  ((2),  wliile  the 
surrounding  brain -substance  (e)  undergoes  secondary  disinte- 
gration. 

We  cannot  determine  at  what  period  these  processes  come  to 
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end.  In  wounds  from  staba  or  cuts,  after  the  lapse  of  months 
years,  the  tissue  daniaged  by  the  traumatic  injury  is  in  some 
«8  entirely  or  in  great  part  absorbed,  and  the  seat  of  the  lesion 
Mjcupied  by  a  cicatrix  consisting  largely  of  vascular  connective 
lue,  and  of  a  verv  small  amount  of  hyperplastic  neuroglia. 
t  it  must  be  noted  that  even  after  a  long  time  granule  cells 
■  still  discoverable  ui  the  neighbourhood  of  the  scar  indicating 
bt  the  processes  of  disintegration  have  uot  entirely  ceased 
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Cases  are  occasionally  observed  in  which,  after  some  local 
lumatic  necrosis,  the  degenerative  process  continues  for  years 

extend,  and  finally  involves  a  large  portion  of  the  brain, 
'ter  a  blow  on  the  forehead,  by  which  perhaps  a  splinter  of 
ne  is  driven  into  the  pia  mater  and  the  underlying  brain-sub- 
ince,  softening  of  the  brain  may  ensue,  and  cause  the  destruc- 
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tion  of  the  entire  frontal  lobe.     In  such  cases  the  proliferation 
around  the  softened  region  is  usually  slight. 

A  cerebral  wound,  when  it  is  infected  in  any  way  by  pyogenic 
micro-organisms,  is  followed  by  purulent  infiltration  and  ulti- 
mately by  suppuration  of  the  parts  involved,  and  an  abscen 
(Art.  118)  is  thus  formed. 

Compression,  due  to  the  gradual  enlargement  of  an  intracranial 
growth,  such  as  a  tumour  or  a  haematoma  of  the  dura  mater,  may 
for  a  long  time  be  borne  by  the  brain  without  damage,  provided 
it  is  unaccompanied  by  disturbances  of  circulation ;  and  deep  in- 
dentations of  the  cortex,  due  to  the  growth  of  tumours  of  the  dura 
mater,  are  sometimes  observed  in  which  no  degeneration  of  the 
brain-substance  has  taken  place.  The  brain  evidently  yields  to 
the  pressure  of  the  growth,  and  room  is  provided  by  an  outflow 
of  lymph  from  the  cranial  cavity.  If,  however,  the  encroachment 
exceeds  certain  limits,  disturbances  of  circulation  and  nutrition 
are  induced,  even  when  the  compression  increases  very  slowly. 

Sudden  compression  of  the  cerebral  substance,  accompanied 
by  such  disturbances  of  the  circulation  as  impede  the  outflow  of 
blood  from  the  brain  or  from  parts  of  it,  generally  induces  both 
functional  disorder  and  structural  change.  This  is  most  fre- 
quently exemplified  in  the  case  of  haemorrhage  into  the  brain  or 
into  the  ventricles  or  meninges,  and  in  the  case  of  ventricular 
hydrocephalus  (Art.  112).  The  like  results  are  sometimes  pro- 
duced by  the  growth  of  intracranial  tumours  and  abscesses,  giving 
rise  to  such  changes  as  flattening  of  the  convolutions  over  the  seat 
of  compression,  ischaemia,  and  not  infrequently  softening  and  dis- 
integration. 
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lis.  Acuta  haamatogenotis  encephalitiB  (insular  or  focal) 
is  an  iiflfectioii  that  developeB  in  the  course  of  various  infective 
diseases,  and  makes  its  appearance  at  one  or  more  isolated  sj>ots  or 
in  numerous  scattered  foci.  It  occurs  most  frequently  in  the 
course  of  pyaemia,  endocarditis,  and  epidemic  cerebro-spinal  menin- 
gitis, which  infections  are  due  to  the  pyogenic  and  pneumonic 
micrococci.  In  rare  cases  it  appears  in  the  course  of  other  infec- 
tive diseases,  such  as  typhoid  fever,  acute  articular  rheumatism, 
scarlet  fever,  or  ulcerative  pulmonary  tuberculosis.  Apparently 
also  the  morbific  agency  that  produces  acute  spinal  myelitis  (spinal 
infantile  paralysis)  may  also  give  rise  to  encephalitis.  In  rabies 
(hydrophobia)  not  only  the  cord  but  the  base  of  the  brain  and  the 
hemispheres  are  sometimes  studded  with  foci  of  inflammation. 

So  far  as  we  at  present  understand,  encephalitis  occurring  in 
the  course  of  specific  infective  diseases  is  due  partly  to  metastasis 
of  the  primary  infection,  partly  to  metastasis  of  some  secondary 
pyogenic  infection.  In  many  cases  the  encephalitis  is  accom- 
panied by  meningitis. 

The  minutest  encephalitic  foci  are  not  recognisable  by  the 
unaided  eye,  but  tlie  microscope  reveals  them  as  patches  of  small- 
celled  infiltration  surroimding  the  blood-vessels.  Larger  spots 
have  a  pink  appearance  or  are  represented  by  clusters  of  small 
dark-red  haemorrhagic  foci.  When  suppuration  ensues  the  foci 
take  the  form  of  yellowish- white  patches,  whose  tissue  soon  lique- 
fies and  becomes  purulent. 

Minute  foci  of  infiltration  are  probably  capable  of  recovery 
without  leaving  any  permanent  lesion,  but  larger  foci  always 
cause  destruction  of  the  cerebral  tissue.  When  these  latter  re- 
cover it  is  by  contraction  and  induration  of  the  inflamed  region, 
so  that  either  a  patch  of  sclerosis  (Art.  120)  or  a  fibrous  scar  is 
formed. 

Haematogenous  suppurative  encephalitis,  leading  to  the  for- 
mation of  cerebral  abBcesses.  occurs  most  frequently  in  the 
course  of  pyaemic  infection  due  to  septic  wounds,  carcinomatous 
ulcers,  or  ulcerative  pulmonary  disease,  as  well  as  in  some  cases  of 
septic  pyaemia  whose  origin  is  not  apparent  (cryptogenetic  pyae- 
mia). In  pyaemic  endocarditis  infective  emboU  carried  into  the 
cerebral  vessels  at  first  set  up  ischaemic  or  haemorrhagic  softening 
of  the  brain,  and  this  is  sometimes  followed  by  suppuration. 

Haematogenous  abscesses  arise  most  frequently  in  the  cerebrum 
and  cerebellum,  more  rarely  at  the  base  of  the  brain,  and  they  are 
at  times  multiple.  They  usually  contain  creamy  yellowish-white 
or  pale  greenish-coloured  pus.  The  smallest  vary  in  size  from  that 
of  a  millet-seed  to  that  of  a  pea.  Large  abscesses  may  occupy  the 
greater  part  of  a  lobe,  but  in  general  they  are  of  the  size  of  a  wal- 
nut or  a  bantam's  egg. 

Wlien  recent  the  abscess-wall  appears  ragged  ;  the  surrounding 
tissue  is  oedematous  and  swollen,  and  is  often  dotted  with  small 
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specks  of  haemorrhagic  and  inflammatory  infiltration.  An  abscess 
extending  up  to  the  pia  mater  gives  rise  to  meningitis.  Escape 
of  the  pus  into  the  cerebral  ventricles  sets  up  intense  inflammation 
there. 

Only  the  smallest  abscesses  are  capable  of  repair  by  resorption 
of  the  pus  and  the  formation  of  a  scar.  Larger  abscesses,  provided 
the  inflammation  recedes  and  the  patient  does  not  die  from  exces- 
sive intracranial  pressure  or  from  meningitis,  become  separated  oS 
from  the  surrounding  tissue  by  a  membranous  layer  of  granulations, 
and  may  thus  persist  for  many  years.  Even  by  the  fourth  week  an 
abscess  may  be  marked  off  from  the  surrounding  cerebral  substance 
by  a  grey  or  grejish-red  zone.  In  the  course  of  months  this  zone 
becomes  broader,  say  from  two  to  five  millimetres  thick,  and  at  the 
same  time  undergoes  induration.  It  consists  simply  of  granula- 
tion-tissue, which  is  afterwards  changed  into  fibrous  cicatricial 
tissue.  In  old  abscesses  the  limiting  membrane  thus  consists  of 
an  inner  layer  of  granulation-tissue  and  an  outer  fibrous  layer. 

The  abscess,  once  encapsuled,  gradually  increases  in  size  by 
the  accumulation  within  it  of  pus  secreted  by  the  membrane ;  it 
is  probable,  however,  that  this  secretion  ceases  in  course  of  time, 
and  at  all  events  in  chronic  abscesses  it  is  very  scanty.  The  sur- 
rounding tissue  is  compressed,  and  is  liable  to  become  atrophic  or 
even  to  perish  outright  by  degenerative  necrosis.  At  any  mo- 
ment also  inflammatory  oedema  or  fresh  inflammatory  infiltration 
may  be  induced,  and  bring  about  conditions  that  impair  the  func- 
tions of  the  brain  and  frequently  put  an  end  to  life.  Even  the  risk 
of  rupture  into  a  ventricle  or  of  extension  of  the  inflammation  to 
the  pia  mater  is  not  done  away  by  the  encapsulation.  Cerebellar 
abscesses  are  apt  to  give  rise  to  chronic  dropsy  of  the  ventricles,  by 
pressure  on  or  thrombosis  of  the  venae  Galeni.  A  large  abscess 
can  be  cured  only  by  operative  evacuation  of  its  contents. 

The  commonest  example  of  inflammation  transmitted  by  con- 
tinuity to  the  brain  from  the  neighbouring  structures  is  that 
arising  in  connexion  with  leptomeningitis  (Art.  123).  Patches 
of  encephalitis  are,  moreover,  sometimes  met  with  after  inflamma- 
tion of  the  cranial  bones  and  dura  mater,  and  that  without  any  im- 
plication of  the  pia  mater.  Thus  a  cerebral  abscess  may  develope 
as  a  result  of  suppuration  in  the  middle  ear  or  in  the  petrous 
portion  of  the  temporal  bone. 
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CHAPTER   XLI 


INFECTIVE  GRANULOMATA   OF  THE   BRAIX 


119.  Tuberculosis  of  the  brain  usually  has  its  orig-in  in  the 
meninges  (Art.  125)  ;  and  even  in  those  cases  in  which  tuber- 
culous foci  are  seated  in  tlie  brain-substance  itself,  their  develop- 
ment starts  in  the  vessels  and  their  adventitial  sheaths  that 
penetrate  from  the  pia  mater. 

According  to  the  method  whereby  the  tubercle- bacilli  are 
conveyed  to  the  brain,  the  tuberculosis  may  be  described  as 
haematogenoua  or  lymphogenous.  The  latter  form  is  chiefly  a 
result  of  tuberculosis  of  the  meninges  or  of  the  skull,  and  in  par- 
ticular of  the  petrous  portion  of  the  temporal  bone. 

Tuberculous  meningitis  (Art.  125),  which  is  usually  associated 
with  the  eruption  of  large  numbers  of  tubercles,  leads  to  the 
development  of  a  certain  number  of  these  in  the  brain  also; 
they  are  in  general  most  numerous  in  the  cortical  parts,  but  are 
present  also  in  the  deeper  parts  of  the  centrum  ovale  and  in  the 
basal  ganglia.  They  take  the  form  partly  of  small  foci  of  soften- 
ing that  are  often  haemorrhagic,  partly  of  grey  or  yellowish -white 
cheesy  nodes  that  are  sometimes  surrounded  by  a  haemorrhagic 
zone.  If  but  one  jiart,  or  a  small  number  of  parts,  of  the  brain  be 
infected  with  tubercle-bacilli,  so  that  the  affection  is  not  rapidly 
fatal,  larger  tuberculous  nodes,  or  so-called  soUtaxy  tubercles, 
are  apt  to  be  formed.  These  are  mostly  rounded  or  irregular 
masses,  varying  from  the  size  of  a  pea  to  that  of  a  walnut  or  a 
goose-egg,  and  consisting  of  tolerably  firm  yellowish -white  caseous 
matter,  surrounded  by  a  grey  zone  of  granulation-tissue,  some- 
times beset  with  visible  tubercles.  Not  uncommonly  processes  of 
softening  and  liquefaction  take  place  within  these  nodes,  and 
abscess-cavities  filled  with  yellowish-white  or  greenish-yellow  pus 
may  thus  be  formed. 

The  focal  affections  of  the  brain  due  to  Byphilis  have  their 
origin  in  the  pia  mater  (Art.  126).  whence  they  usually  extend 
to  the  brain-substance  by  direct  continuity.  It  is,  moreover,  to 
be  kept  in  mind  that  arterio-sclerosis  due  to  syphilis  may  lead  to 
cerebral  softening,  and  that  possibly  many  atrophic  affections  of 
the  brain  (Art.  113),  as  well  as  insular  and  systemic  scleroc 
(Art.  98),  are  results  of  syphilitic  infection. 
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The  foci  known  as  gummatous  nodes  take  the  form  of  grey  or 
greyish-red  translucent  inflammatory  granulomatous  growths. 
They  are  usually  irregular  in  shape,  and  either  undergo  caseation 
and  disintegration,  or  lead  to  cicatricial  induration  of  the  brain- 
tissue. 

ActinomycosiB  of  the  brain  is,  on  the  whole,  a  rare  disease, 
and  as  a  rule  is  induced  by  the  extension  of  the  specific  process 
from  the  face,  throat,  and  nape  of  the  neck,  through  the  foramen 
magnum  into  the  cranial  cavity.  Diffuse  purulent  inflammation 
and  granulomatous  proliferation  are  thereupon  set  up  in  the  pia 
mater,  and  small  suppurating  nodules  are  developed  in  the  mem- 
brane and  at  times  in  the  underlying  cerebral  substance  also. 
BoLLrNGER  (Cfent./.  med.  Wiss.  27  1877)  observed  an  actinomy- 
cotic granuloma  of  the  size  of  a  hazel-nut,  seated  in  the  third 
ventricle  of  a  woman  in  whom  no  other  actinomycotic  growths 
were  found. 
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CHAPTER  XLII 


SCLEROSIS  OF  THE  BRAIN 


120.     Multiple  or  disseminated  sclerosis  of  the  brain 
usually  but  a  part  of  a  like  affection  extending  over  the  entii 
central  nervous  system,  and  has  already  been  referred  to  in  coi 

nexion  with  the  morbid  anatomy  of  the  spinal  cord  (Art.  96^ 

Diffuse  sclerosis  of  the   brain  and  sclerosis  of  the   ependymzzz^a 
demand  separate  description. 

Diffuse  sclerosis  of  the  brain  is  characterised  by  more  or  le  ,^S8 
extensive  induration  of  the  cerebral  substance,  whose  colour  jg 
little  if  at  all  altered  thereby.  It  may  involve  the  entire  brain 
one  lateral  half  of  it,  or  may  be  limited  to  single  convolutioi 
or  to  deeper  parts  such  as  the  corpus  callosum.  It  sometim 
appears  in  multiple  ill-defined  patches,  and  is  associated  wii 
marked  increase  in  bulk,  or  in  certain  cases  with  atrophy,  of  tl 
affected  portion  of  the  brain.  So  far  as  the  published  records  g 
the  induration  would  appear  to  be  due  to  hyperplasia  of  ttzae 
neuroglia ;  but  this  does  not  in  all  cases  take  place  in  the  same  wa^^^. 
Some  of  the  cases  are  probably  referable  to  anomalies  of  deves-1- 
opment ;  and  of  this  kind  are  the  scleroses  met  with  in  childre 
which  are  associated  with  enlargement  of  a  part  or  the  whole 
the  brain,  and  might  accordingly  be  described  as  instances  of  cei 
bral  hypertrophy.  When  the  overgrowth  due  to  hyperplasia  ic 
proliferation  involves  limited  portions  of  the  brain,  these  terz^d 
to  assume  the  appearance  of  tumours,  and  indeed  between  suc^i^h 
scleroses  and  gliomata  or  neurogliomata  (Art.  121)  no  sharp  li^cne 
of  distinction  can  be  drawn. 

Induration  in  atrophic  brains  is  also  probably  to  be  regard^^d 
as  in  part  due  to  developmental  disorder :    in  other  cases  su«z^h 
induration  either  represents  the  final  outcome  of  a  disease  leadir-Mg 
to  degenerative  change,  or  is  the  result  of  some  long-continu^^d 
injurious  influence. 

In  those  forms  of  atrophy  that  are  met  with  in  slowly  pr-o- 
gressive  general  paralysis  (Art.   113),  the  brain-substance  not 
infrequently   appears  more   or    less    hardened,   and    under    the 
microscope  the  neuroglia  is  sometimes  seen  to  be  hyperplastic. 

The  affection  known  as  ependjnoial  sclerosis  is  characterised 
by  a  thickening  of  the  ependyma,  which  is  either  diffuse  or  in  the 
form  of  small  scattered  prominences  like  grains  of  sand,  and  is 
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due  to  proIift;ratioi)  of  the  siib-eiiitheliiil  neuroglia  of  tbe  ventri- 
cles. When  the  proliferation  occui-a  in  scattered  patches,  the  inner 
surface  of  the  ventricle  has  a.  granular  appearance  and  is  rough  to 
the  touch ;  in  the  diffuse  form  the  ependyma  is  smooth  and  white 
or  greyish-white.  It  is  accordingly  usual  to  distinguish  one  form 
as  granular  and  the  otlier  as  tmooth  ependymal  sclerosis. 

The  cause  of  the  ependynial  proliferation  is  not  fuUy  under- 
stood ;  but  we  can  say  that  in  many  cases  it  developes  in  con- 
nexion either  with  chronic  degenerative  processes  or  with  chronic 
inflammations.  Thus  it  is  apt  to  accompany  tbe  chronic  lepto- 
meningitis of  general  paralytic  dementia  (Art.  123),  and  it  also 
makes  its  api«arance  in  ehi-onic  ventricular  hydrocephalus. 
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CHAPTER  XLIII 
TUMOURS  AND  AXISIAL  PARAStTES  OF   THE 

121.  AmoDg  the  tomonre  of  the  brain,  there  are  two  that  are 
peculiar  to  the  central  nervous  system,  namely  neurogUoma  and 
glioma. 

ganglionic  neurogUoma  is  probably  always  referable  to  some 
distur bailee  of  the  normal  development  of  the  brain.  It  takes  the 
form  either  of  an  apparent  enlargement  of  some  portion  of  the 
brain  not  marked  off  by  any  definite  boundary  from  the  surround- 
ing tissue,  or  of  a  more  circumscribed  nodose  tumour, 

The  pia  mater  overlying  the  enlarged  portion  is  not  altered, 
and  tlie  configuration  of  the  gyri  is  in  general  left  intAct.  On 
transverse  section  the  difference  in  tint,  normally  so  striking, 
between  the  cortex  and  the  medullary  white  matter  is  indistinct 
or  entirely  absent :  the  tissue  looks  uniformly  white  or  greyish- 
white,  or  the  prevailing  white  appearance  is  variegated  with  a 
sprinkling  of  indistinct  light-grey  flecks.  It  is  of  firmer  consist- 
ence than  the  normal  tissue,  and  sometimes  is  firm  and  tough  in 
t«xture, 

The  matrix  of  the  growth  consists  of  neuroglia  (Fig-  24S  S), 
similar  in  character  to  that  of  the  patches  in  disseminated  sclero- 
sis ;  it  is  sometimes  dense  and  firm,  sometimes  loose  in  texture  (  Cy 
and  approaching  tlie  consistence  of  so-called  gelatinous  sclerosis. 
The  tissue  contains  ganglion-cells,  not  only  in  the  region  of  the 
original  cortex,  but  also  within  the  white  matter  of  the  gyri  and  the 
centrum  ovale  ;  these  cells  are  loosely  scattered  (fc)  or  aggregated 
in  groups  (X  o).  Some  of  them  are  small ;  others  are  large 
(a  b  c)  and  not  unlike  the  large  ganglion-cells  of  the  spinal  cord. 
Jledullated  nerve-fibres  (tf )  are  visible  only  in  some  parts  of  the 
tumour  (S),  but  they  never  approach  in  size  or  number  the  fibres 
that  are  noniially  contained  in  the  white  matter  of  the  brain. 

GUomata  (Figs,  244  and  245)  are  most  frequently  met  with 
in  the  cerebrum,  less  often  in  the  basal  region  ;  in  the  cerebrum, 
they  are  generally  situated  just  underneath  the  pia  mater.  In 
the  majority  of  cases  the  external  configuration  of  the  surface 
of  the  brain  is  unaltered,  the  presence  of  the  tumour  being  indi- 
cated externally  only  by  a  certain  fulness  over  the  portion  of 
brain  involved  (Fig.  244  6),  and  by  some  discoloration  of  its 
surface.      It  is  rare  for  any  well-defined  swelling  to  be  visible 
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externally  (Fig.  245  a  6).  On  transverse  section,  the  bulk  of  the 
tumour  is  occasionally  seen  to  consist  of  tissue  which  in  consist- 
ence and  colour  resembles  pale,  or  in  some  coses  hyjieraeniic, 
cortical  substance.  More  commonly  however  the  glioma  is  grey, 
greyish-white,  or  greyish-red,  somewhat  translucent  or  yellowiali, 
or  mottled  in  places  by  irregular  patches  of  these  different  tints, 
and,  it  may  be,  flecked  with  opaque  white  spots  and  haeniur- 
rhagic  foci  (Fig-  24+  6),  its  consistence  being  in  some  parts  softer, 
in  others  iirmer,  than  that  of  normal  brain-matter.  Its  tissue  often 
contains  numerous  vessels  filled  with  blood,  whose  calibre  greatly 
exceeds  that  of  normal  cerebral  vessels.     When  the  haemorrhages 


Fio.  2W,    Glioua  o 
(Biiaal  aiptel  of  the  brain:   Ihrte-quarttrt  of  the  natural  Hxt) 
enlarged  pons 


are  very  numerous,  and  occupy  the  greater  part  or  the  whole  o-^ 
the  tumour,  it  may  assume  the  appearance  of  an  apoplectic  patch.*r 
If  a  portion  of  the  tissue  has  been  destroyed  by  haemorrhage  O'*^ 
softening,  the  tumour  encloses  cystic  cavities  with  white  or  browK"^ 
semi -liquid  contents, 

A  glioma  of  the  brain  may  attain  a  diameter  of  from  three  t^-:^ 
eight  centimetres  or  more.  The  adjoining  cerebral  substance:^ 
either  merges  gradually  into  the  mass  of  the  tumour,  or  is  yv».M 
ibly  marked  off  from  it  and  pushed  aside  by  its  growth.     Nc^ 
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un commonly  the  Buirounding  tissue  is  softened,  and  sometimes 
even  contains  cysts  of  disintegration. 

In  the  cerebral  axis,  glioraata  are  generally  seated  in  the  pons 
(Fig.  245  a  b)  or  the  medulla  oblongata,  and  sometimes  involve  a 
considerable  portion  of  these  regions. 

The  tumours  consist  of  stellate  neuroglia-cells  (Fig.  246),  but 
the  number  and  size  of  these  cells  vary  greatly,  some  of  them 
having  numerous  filamentous  procesBes,  while  others  have  a  few 
very  long  and  branched  ones.  The  cells  are  in  general  uni- 
formly distributed,  but  are  sometimes  aggregated  in  small  clus- 
ters. The  cell-processes  are  sometimes  loosely,  sometimes  closely, 
interwoven  into  a  plexus  of  fibres.  Wide  interiibrillar  meshes 
sometimes  give  a  myxomatous  appearance  to  the  growth,  and  such 
tumours  are  generally  described  as  gliomyxomata.  In  many  cases, 
the  majority  of  the  vessels  are  dilated,  and  so  abundant  that  the 
term  telangiectatic  glioma  is 
ajjplied  to  the  tumour.  The 
walls  of  the  blood-vessels  often 
exhibit  hyaline  thickening 
Proliferation  of  the  adventitia 
not  infrequently  takes  place 
an«l  the  vessels  are  thus  sur 
rounded  by  a  thick  sheath  of 
cellular  or  fibro-cellular  tissue 

The  new  growth  extends  bj 
the  proliferous  multiplication  of 
the  neuroglia-cells.  The  nerve 
fibres  and  ganglion-cells  within 
the  region  of  the  proliferation  Fio.  246.  Skctiom 
ultimately  perish,  though  they  ■""»•*   ^'t-™  » 

often  persist  for  a  remarkably 

longtime.    If  the  glioma  presses  withhaemafoxyim:  xnoo) 

»gainst  the  pia  mater,  prolifera- 
tion of  its  connective-tissue  cells  takes  place,  and  this  often  results 
in   the  production  of  new  fibrous  tissue,  followed  later  on   by 
neoplastic  proliferation  and  penetration  of  the  glioma  within  the 
sneshes  of  the  new  tissue. 

The  aetiology  of  glioma  is  not  certainly  known,  hut  probably 
it  is  most  apt  to  develope  in  places  whose  structure,  owing  to  some 
embryonic  peculiarity,  deviates  from  the  normal  type.  This  view 
seems  to  be  confirmed  by  an  observation  of  Stroebe,  that  gli- 
omata  occasionally  contain  cysts  lined  with  cylindrical  epithelium. 
Abundant  cellular  hyperplasia  gives  to  some  gliomata  a  sar- 
comatous appearance,  and  to  these  the  term  gliosarcoma  is  usually 
applied.     It  would  be  more  correct,  however,  to  describe  such 

frowths  as  medullary  gliomata,  inasmuch  as  the  tumour-cells  iire 
erived  from  the  cells  of  the  neuroglia. 
True  gUoaaxoonui  may,  however,  be  produced  when  abundant 
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cellular  proliferation  takes  place  in  the  adventitial  sheaths  of  the 
vessels  of  a  glioma,  and  the  resulting  tissue  forms  an  integral 
component  of  the  tumour. 

Sarcomata  of  the  brain  originate  in  its  fibrous  or  connective- 
tissue  components,  such  as  the  pia  mater  or  the  adventitial  sheaths 
of  the  vessels  penetrating  therefrom.     They  are  of  the  spindle- 
celled,  round-celled,  or   polymorphous-celled  varieties,   and  are 
generally  of  marrow-like   consistence.     They  are   more  or  less 
globular  in  shape,  sharply  defined  from  the  surrounding  tissue,  of 
the  most  various  sizes,  and  either  solitary  or  multiple.     Haemor- 
rhage and  softening  often  take  place  Avithin  them.     By  calcifica- 
tion they  may  in  part  be  transformed  into  psammomata.    Wlien 
sub-pial  they  are  apt  to  invade  the  meninges,  and  so  give  rise  to 
numerous  secondary  metastases   throughout   the   entire  central 
nervous  system.     The  surrounding  brain-substance  is  often  soft- 
ened, the  meninges  are  inflamed,  and  the  ventricles  dilated. 

Small  angiomata  are  not  uncommon  in  the  brain ;  they  do 
not,  as  a  rule,  form  actual  tumours,  but  merely  small  reddish 
specks  that  look  not  unlike  recent  centres  of  inflammation.  They 
are  probably  congenital  (Virchow),  and  are  accordingly  classed 
with  the  vascular  naevi  Generally  speaking,  they  are  due  to 
telangiectasis,  or  in  rare  cases  to  cavernous  metamorphosis,  ^rithiIi 
some  definite  vascular  territory. 

Fibroma  of  the  central  nervous  system  is  rare ;  it  takes  tUe 
form  of  rounded  nodose  growths. 

Bidder  has  described  an  osteoma  several  centimetres  i^B 
diameter  which  was  seated  in  the  corpus  striatum.  Benjami  "^« 
Bernhard,  Taubner,  and  others  have  recorded  cases  of  liponx^^ 
(On  cholesteatomata  and  dermoid  cysts  see  Art.  127.) 

Sarcoma  and  carcinoma  sometimes  develope  in  the  brain  -a 
secondary  tumours,  usually  in  the  form  of  rounded  nodes. 

The  animal  parasites  met  with  in  the  brain  are  Cysticen 
and  Uchinococcus  (Art.  127). 
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CHAPTER  XLIV 


THE  PIA  MATER  AND  ARACHNOID 

122.  The  pia  mater  is  a  thin  vascular  membrane  of  con- 
nective tissue,  which  closely  invests  the  entire  surface  of  the  brain^ 
and  furnishes  an  adventitial  sheath  to  the  vessels  passing  from  it 
into  the  brain-substance. 

The  arachnoid  is  a  delicate  non- vascular  membrane  immedi- 
ately underlying  the  dura  mater,  and  so  closely  applied  to  it  that 
only  a  capillary  space  intervenes  (the  subdural  space).  Between 
the  arachnoid  and  the  pia  mater  lie  the  subarachnoid  spaces, 
traversed  by  delicate  tibrous  trabeculae  and  membranous  septa 
(the  subarachnoid  tissue)  that  are  overlaid  with  endothelium: 
the  spaces  contain  the  cerebro-spinal  or  subarachnoid  liquid.  The 
pia  mater  and  arachnoid  are  together  referred  to  as  the  internal 
meninges  or  leptomeninges. 

Both  membranes  send  vascular  prolongations  through  the 
anterior  and  posterior  transverse  cerebral  fissures  into  the  ventri- 
cles, the  telae  choroideae  or  choroid  plexuses.  These  establish 
communication  between  the  subarachnoid  spaces  and  the  cavities 
of  the  third  and  fourth  ventricles. 

The  conditions  that  give  rise  to  hyperaemia  and  anaemia  of 
the  internal  meninges,  and  the  morbid  appearances  thereby  pro- 
duced, have  already  been  dealt  with  (Art.  112). 

Oedema  of  the  pia  mater  and  of  the  subarachnoid  spaces  is  due 
to  venous  engorgement,  or  to  inflammatory  congestion  and  altera- 
tion of  the  vessel  walls.     It  is  manifested  by  accumulation  of 
.  liquid  within  the  subarachnoid  spaces,  which  tends  to  widen  the 
sulci,  and  the  condition  is  known  as  meningeal  dropsy. 

In  cases  of  atrophy  of  the  brain  meningeal  dropsy  ex  vacuo  is 
induced  over  the  shrunken  region,  and  the  like  takes  place  when 
from  any  cause  the  brain-substance  undergoes  local  contraction  or 
collapse.  Subarachnoid  and  pial  spaces  that  are  shut  off  from  the 
surrounding  tissue  are  sometimes  distended  with  liquid,  and  give 
rise  to  subarachnoid  and  pial  cystB.  These  are  liable  to  exert  a 
certain  pressure  on  the  adjoining  brain-substance,  but  the  condi- 
tion is  on  the  whole  infrequent.  The  choroid  plexuses  of  the 
ventricles,  on  the  other  hand,  are  apt  to  undergo  Cjrstic  degensr- 
ation,  and  then  enclose  a  varying  number  of  cysts  from  the  sise 
of  a  pea  to  that  of  a  bean,  or  seldom  larger.     The  cyst- wall  oonosts 
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of  vascular  connective  tissue,  covered  externally  witii  polygonal 
epithelium  and  internally  with  an  endotlielial  lining  membrane. 
The  interior  of  the  cyst  is  sometimes  traversed  by  fibrous  trabe- 
culae  and  vessels. 

Haemorrhages  into  the  pia  mater  are  due,  as  a  rule,  to  extreme 
venous  engorgement,  and  give  rise  to  the  appearance  of  circum- 
scribed haemorrhagic  spots  on  the  membrane,  or  to  more  or  less 
extensive  collections  of  Wood  in  the  subarachnoid  spaces.  Further 
causes  of  haemorrhage  are  traumatic  injury  and  changes  in  the 
blood  due  to  infection  or  poisoning.  The  rupture  of  atheroma- 
tous arteries  within  the  pia  mater  naturally  leads  to  haemorrhage 
into  the  subarachnoid  spaces,  and,  when  the  arachnoid  gives  way, 
into  the  subdural  space  also.  In  cases  of  cerebral  haemorrhage 
extending  into  the  ventricles,  blood  may  pass  by  way  of  the  trans- 
verse fissures  into  the  subarachnoid  spaces.  In  cortical  apoplexy 
the  blood  generally  spreads  beneath  the  pia  mater. 

The  blood  thus  effused  into  the  pia  mater,  the  subarachnoid, 
and  the  subdural  space,  is  altered  and  absorbed  in  the  same  way  aa 
in  other  organs.  During  the  process  of  resorption  the  tissue 
involved  is  liable  to  proliferate  and  so  lead  to  the  formation  of 
new  connective  tissue. 
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123.  Acute  inflammation  of  the  internal  meninges,  or  acate 
leptomeningitis,  is  haeniatogenous,  traumatic,  or  consecutive  to 
disease  of  the  brain,  of  the  dura  mater,  of  the  skull-bones,  of  the 
orbit,  or  of  the  nasal  cavity  and  its  accessory  spaces.  In  many 
cases  specific  bacteria  are  proved  to  be  the  cause  of  the  inflamma- 
tion, especially  when  it  takes  a  purulent,  sero-purulent,  or  fibrino- 
pnrulent  form.  These  forms  are  in  general  due  to  pyogenic 
micrococci,  and  in  some  cases  to  the  Diplococcua  pneumoniae.  A 
special  micrococcus  has  been  described  by  Wekjhselbai^m  and 
GoLDSCHMlDT,  which  they  have  called  Diplocoecug  intracellularis. 
In  one  case  Nefmann  and  Scheffek  discovered  a  bacillus  which 
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resembled  the  typhoid  bacillus.  Netter  found  in  a  case  of 
meningitis  following  otitis  media  a  bacillus  resembling  the  pneu- 
monia-bacillus of  Friedlander. 

In  the  disease  known  as  epidemic  cerebro-spinal  meningitiiy 
according  to  FoX,  Bordoni-Uffreduzzi,  Frankel,  Weichsel- 
BAUM,  and  others,  the  DiplococcuB  pneumoniae  appears  to  be  the 
exciting  cause  in  the  majority  of  cases ;  but  other  micro-organisms 
have  been  observed  (Bonome)  in  certain  instances. 

Meningitis  sometimes  arises  in  the  course  of  endocarditis, 
croupous  pneumonia,  acute  articular  rheumatism,  pleurisy,  scarlet 
fever,  typhoid  fever,  ulcerative  phthisis,  decubital  ulcerations  or 
bed-sores,  and  so  on.  It  may  be  regarded  in  some  cases  as  a  local 
manifestation  of  the  primary  infection,  in  others  as  the  result  of  a 
secondary  infection. 

In  the  form  described  as  acute  serous  leptomeningitis  the 
subarachnoid  spaces  and  the  pia  mater  are  the  seat  of  an  inflam- 
matory oedema  accompanied  by  the  signs  of  congestive  hyperaemia: 
at  the  time  of  death,  however,  the  subarachnoid  liquid  is  often  but 
little  increased  in  quantity,  and  the  hyperaemia  has  given  place 
to  a  moderate  distension  of  the  vessels.  The  signs  of  inflamma- 
tion may  thus  be  demonstrable  only  by  the  aid  of  the  microscope, 
which  shows  the  pia  mater  to  be  sparingly  infiltrated  with  leu- 
cocytes. A  considerable  accumulation  of  liquid  is  generally  found 
in  the  ventricles,  constituting  an  acute  ventricular  dropsy. 

Acute  serous  leptomeningitis  is  most  frequently  observed  in 
children,  arising  at  the  outset  or  during  the  course  of  infective 
diseases,  such  as  measles,  scarlet  fever,  etc.  The  aetiology  of  the 
affection  is,  however,  often  undiscoverable. 

Purulent,  flbrino-purulent,  and  sero-purulent  inflammations 
are  characterised  by  the  effusion  of  a  corresponding  exudation 
into  the  subarachnoid  spaces  and  the  pia  mater.  The  exudation 
is  turbid  and  puriform,  or  actually  purulent,  or  yellowish-white 
and  pulpy,  and  collects  chiefly  in  the  sulci  and  about  the  vessels, 
though  it  often  spreads  in  a  thin  layer  over  the  whole  surface  of 
the  convolutions.  Occasionally  haemorrhages  are  visible  here 
and  there,  especially  in  suppuration  following  traumatic  injury  of 
the  meninges ;  but  they  are  not  infrequent  in  haematogenous  and 
consecutive  or  conducted  inflammations.  Sometimes  the  arach- 
noid tissue  is  so  thickly  infiltrated  with  pus  that  the  convolutions 
can  scarcely  be  made  out  through  the  overlying  stratum. 

The  exudation  is  generally  confined  to  the  pia  mater  and  the 
subarachnoid  spaces;  but  it  may  extend  into  the  cortex  along 
the  pial  sheaths  of  the  vessels.  If  the  meningeal  suppuration 
follows  an  injury  to  the  meninges  and  the  brain,  the  latter  may 
also  become  the  seat  of  suppuration ;  pus  sometimes  accumulates 
in  the  subdural  space  in  such  cases.  Suppuration  originating  in 
the  scalp,  in  the  bones  of  the  skull,  or  in  the  dura  mater,  is 
likewise  apt  to  lead  to  subdural  accumulations  of  pus. 
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The  seat  of  the  purulent  inflammation  is  naturally  dependent 
on  the  locality  of  the  exciting  cause.  Haematogenous  inflamma- 
tions arise  both  at  the  base  and  on  the  convexity  of  the  brain.  In 
the  disease  known  as  cerebro-spinal  meningitis  the  spinal  mem- 
branes also  are  involved,  often  indeed  to  a  greater  extent  than  the 
cerebral  meninges.  Inflammation  originating  in  the  petrosal  bone 
extends  in  the  first  instance  to  the  adjacent  portions  of  the  brain. 
Traumatic  forms,  for  obvious  reasons,  most  frequently  involve  the 
convexity;  but  they  sometimes  start  at  the  base,  as  for  example 
after  injury  to  the  roof  of  the  orbital  cavity. 

Within  the  region  of  suppuration  not  only  the  meshes  of  the 
tissue  but  the  vascular  walls  are  infiltrated  with  cells.  If  the 
process  be  long  continued,  degenerative  changes  make  their 
appearance  in  the  contiguous  portions  of  the  brain,  being  indi- 
cated by  swelling  and  disintegration  of  the  ganglion-cells  and 
nerve-fibres. 

When  the  inflammation  extends  through  the  transverse  fissure 
and  involves  the  choroid  plexus,  purulent  or  fibrino-purulent 
exudations  appear  in  the  ventricle,  increasing  the  volume  of  its 
liquid  contents  and  rendering  these  turbid,  while  the  plexus 
becomes  swollen  and  covered  over  with  pus  or  fibrino-purulent 
deposits.  The  ependyma  and  the  underlying  cerebral  substance 
become  moister  and  sometimes  undergo  inflammatory  softening. 
By  the  dilatation  of  the  cerebral  ventricles  the  brain  is  compressed, 
the  gyri  are  flattened,  and  cerebro-spinal  liquid  is  forced  out  from 
the  subarachnoid  spaces.  The  meningeal  tissue  in  consequence  is 
deprived  of  its  normal  moisture,  and  the  arachnoid  and  the 
internal  surface  of  the  dura  mater  have  accordingly  a  strikingly 
dry  appearance. 

Purulent  inflammation  of  the  meninges  usually  terminates  in 
death ;  the  less  severe  forms,  however,  are  sometimes  recovered 
from,  the  exudation  being  re-absorbed.  They  leave  behind  them 
white  fibrous  thickenings  of  the  pia  mater  and  arachnoid,  and  at 
times  also  adhesions  to  the  dura  mater,  due  to  proliferous  over- 
growth of  connective  tissue  during  the  process  of  recovery  and 
re-absorption.  Occasionally  too  the  ventricles  are  permanently 
dilated. 

References  on  the  Aetiology  and  Morbid  Anatomy  of  Acute 

Meningitis  (see  also  Art.  103). 

Ad^not  :  De»  meningUes  microbiennes  Paris  1890 

Bonome:  Aetiology  of  epidemic  cerebro-spinal  meningitis  Ziegler's  Beitrdge 

1890 
VON  Campe:  Morbid  anatomy  of  the  meningitic  processes  Ziegler's  Beitrdge 

u  1886  (p.  458) 
Centanxi:  a  new  micro-organism  in  meningitis  A. per  le  scienze  med.  1893 
VON    Herwerdkn:    Micro-organisms    in    epidemic    meningitis   Inaug,   Diss, 

Utrecht  1893  (with  references^ 
HiiJ>BBRAin> :  AetwogU  d.  MeningttU  traumatica  suppurativa  Jena  1886 
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K5RNER :  Die  otitischen  Erkrankungen  des  Gehirns  u,  d,  Himh&ute  Frankfort 

1894  Twith  references) 
Netter  :   Suppurative  meningitis  France  med,  1889,  abstracted  in   Cent,  f. 

Bakteriologie  vi  1889 
Pitt  :  Meningitis  from  internal  otitis  B»  M.  J.  1 1890  [(with  references) 

Quincke  :  Serous  meningitis  Bergmann*8  Samml.  klin.  Vortrdge  67  Leipzig  1893 
Strumpell:  D.  A,  f,  klin.  Med,  xxx 
WuNDERLicu:  A.  d.  Heilk,  v  and  vii 
Zenker:  D,  A.f,  klin,  Med,  1 1865 

124.     The  existence  of  chronic  leptomeningitis  is  often  in-^ 
ferred  from  the  presence  of  white  thickenings,  diffuse  or  dissemi 
nated  in  spots  or  streaks,  in  the  arachnoid  and  pia  mater ;  but  as 
rule  these  appearances  cannot  be  regarded  as  due  to  true  chronii 
inflammation.     In  many  cases  such  thickenings  consist  essential!; 
of  hyperplastic  connective  tissue,  and  are  simply  the  result  of  pj 
inflammatory  processes.     In  other  cases  they  are  produced  not  s 
much  by  inflammation  as  by  continued  and  often-repeated  dis 
turbances  of  circulation  and  nutrition,  and  in  particular  by  venoi 
engorgement.     They  are  met  with  also  in  connexion  with  chroni 
renal  disease  and  clironic  alcoholism,  and  in  this  case  also  ai 
chiefly  due  to  fibrous  hyperplasia,  or  occasionally  to  endothelioma! 
proliferation. 

Chronic  inflammation,  indicated  by  persistent  cellular  infilti 
tion  of  the  meninges,  for  the  most  part  takes  place  in  the  neig! 
bourhood  of  bones  affected  with  chronic  suppuration,  tuberculos^^g 
and  syphilis,  and  around  tumours  and  foci  of  degeneration  with  ^^ 
the  brain,  etc. ;  and  as  might  be  expected  from  its  mode  of  orig^  in 
it  is  usually  of  limited  extent.     It  attains  its  greatest  degree     ^f 
independent  development  in  the  form  of  cerebral  disease  tl^^it 
is  associated  witli  paralytic  dementia,  and  has  already  been  dt;. 
scribed  in  Art.  113. 

When  the  morbid  process  has  made  considerable  progress,  trlie 
internal  membranes,  and  especially  the  pia  mater,  are  rendei^^d 
strikingly  turbid,  wliite,  and  opaque,  especially  in  the  sulci  along 
the  vessels,  and  often  on  the  surface  of  the  gyri  also.     Most  fre- 
quently the  seat  of  the  disease  is  in  the  anterior  portions  of  tie 
cerebrum,  in  other  words  the  frontal,  central,  and  parietal  lol>es, 
the  other  lobes  being  much  less  affected,  and  some  parts  escaping 
altogether.     Cases  however  occur  in  which  other  portions,  such  as 
the  temporal  lobes,  are  those  most  markedly  altered. 

The  most  striking  textural  change  is  the  cellular  infiltration, 
principally  of  the  pia  mater  (Fig.  247  A),  and  to  a  less  degree  of 
the  subarachnoid  tissue  (6).     This  is  in  general  accompanied  by 
more  or  less  extensive  fibrous  hyperplasia  of  these  structures.     Jn 
the  later  stages  accumulations  of  round-cells  (ij),  of  red  blood- 
corpuscles,  and  of  brown  or  yellow  pigment  (4),  are  apparent  in 
the  adventitial  sheaths  of  the  cortical  blood-vessels,  and  sometimes 
even  of  those  supplying  the  white  matter. 
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The  cellular  exudations  are  never  uniformly  distributed,  but 
nry  much  even  within  the  tissue  of  the  pia  mater.  lu  the  cortex 
>mparatively  few  vessels  are  surrounded  by  aggregations  of  cells, 
id  in  the  white  matter  the  foci  of  infiltration  are  usually  few  and 
mattered.  Some  of  the  vessels,  moreover,  exhibit  hyaline  thick- 
nng  or  fibrous  hyperplasia  of  their  adventitial  coats.  The 
jrve-substance  shows  the  changes  described  in  Art.  113. 

The  aetiology  and  mode  of  origin  of  chronic  meningo-enceph- 
itis  is  as  yet  Imperfectly  understood.     As  hereditary  predispo- 
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sition  on  the  one  hand,  and  on  the  other  severe  mental  ezerti  _^ 
and  exciting  or  exhauating  mfluencea  of  every  kind  may  demc^^_ 
atrably  att  as  antecedent  conditions  of  the  affection  infectk.-^ 
^encies  would  aeein  in  many  cases  to  be  inoperative  in  its  cau^;^ 
tion  Infection  can  thus  be  assumed  as  a  cause  only  when  tljg 
I  immediately  consequent  on  undoubtedly  infective  djg. 
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eases,  such  as  cerebro-spinal  meningitis,  typhoid  fever,  erysipelsf^ 
articular  rheumatism,  or  syphilis.  Even  in  these  cases  the  second- 
ary' affection  is  just  as  likely  to  be  due  to  disorders  of  nutrition 
consequent  on  or  induced  by  the  previous  disease. 
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Most  cases  of  chronic  meningo-encephalitis  would  thus  appear 
to  be  in  their  inception  mainly  dependent  on  degenerative  changes 
set  up  by  excessive  functional  activity  or  due  to  disorders  of  cir- 
culation and  nutrition  (Art.  113). 

Chronic  leptomeningitis  is  occasionally  combined  with  internal 
proliferous  paehjTneningitis  (Art,  128). 

1*25.  Tnbercnlosis  of  the  internal  meninges  is,  in  most  cases, 
of  metastatic  origin,  though  the  disease  may  also  extend  by  con- 
tinuity from  neighbouring  tissues,  such  as  the  cranial  bones  and 
the  dura  mater,  and  thus  involve  the  arachnoid  and  the  pia  mater. 

When  tubercle-bacilli  in  large  nunil)ers  enter  with  the  arterial 
blood  the  vessels  of  the  pia  mater,  disseminated  miliary  tuber- 
culosis is  induced,  and  is  manifested  by  the  eruption  of  grey 
tubercles  (Fig.  248  c  d  e).  Most  of  these  are  seated  in  the  me- 
ninges (C),  but  a  few  appear  also  in  the  cortex  and  white  matter 
(^A  B').  The  tubercles  lie  chiefly  in  the  vessel-walls,  and  consist 
essentially  of  cellular  thickenings  of  the  walls  themselves  (Fig. 
209/).  In  the  brain  itself  the  accumulations  of  cells  may  at  first 
be  limited  to  the  pial  sheaths  (/)  ;  later  on  they  extend  to  the 
cerebral  parenchyma. 

Disseminated  metastatic  tuberculosis  of  the  central  nervous  sys- 
tem usually  pursues  a  rapid  course,  and  terminates  fatally  in  a  few 
weeks.  Along  \vith  the  eruption  of  tubercles  diffuse  inflammatory 
exudations  make  their  appearance  (Fig.  209  5")  ;  these  are  some- 
times sero-purulent  or  fibrino-purulent,  and  infiltrate  not  only  the 
meninges,  but  the  nerve-substance  itself,  or  collect  in  the  cerebral 
ventricles.  The  process  might  thus  be  fitly  described  as  tubercul- 
ous meningo-encephalitiB.  The  inflammation  is  apt  to  extend 
from  the  pia  mater  to  the  external  strata  of  the  brain-substance 
and  lead  to  swelling  and  disintegration  of  the  nerve-fibres  and 
ganglion -eel  Is.  Cellular  infiltration  of  the  cerebral  nerves  as  tliey 
leave  the  base,  with  swelling  and  degeneration  of  their  axis-cylin- 
ders and  medullary  sheaths,  is  not  uncommon.  It  is  only  in  rare 
and  chronic  cases  that  there  is  no  or  but  little  diffuse  exudation,  if 
the  eruption  of  tubercles  is  at  all  abundant. 

When  the  disease  invades  the  choroid  plexuses  within  the  ven- 
tricles, tubercles  and  turbid  exudations  make  their  appearance,  and 
the  ventricles  are  distended,  sometimes  to  a  remarkable  extent, 
with  a  more  or  less  purulent  effusion.  The  brain  may  thereby  be 
so  compressed  that  the  convolutions  are  flattened  and  the  sub- 
arachnoid liquid  is  displaced,  so  that  the  surface  of  the  arachnoid 
appears  abnormally  dry. 

As  a  rule  the  tubercles  in  the  pia  mater  rapidly  undergo  casea- 
tion, and  only  in  rare  and  chronic  cases  (Fig.  248)  are  tubercles 
developed  that  resemble  the  familiar  large-celled  nodules  of  the 
lymph -glands. 

Metastatic  tuberculosis  is  most  frequently  met  with  in  the  basal 
region  supplied  by  the  arteries  entering  the  sylvian  fissure,  and 
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IB  usually  bilateral :  in  some  instances,  however,  the  eruption  is  'a^org 
marked  on  one  side  than  on  the  other,  and  cases  are  not  rar«  ^ 
which  one  side  only  is  involved. 

If  the  bacilli  enter  the  region  supplied  by  those  arteries  whiei 
pass  from  the  sylvian  fissure  to  the  surface  of  the  brain,  taon 
or  less  extensive  unilateral  or  bilateral  tuberculous  meningitig  o{ 
the  convex  aspect  is  induced.  The  arteries  of  the  median  plane 
of  tlie  cerebrum,  occipital  lobe,  cerebellum,  medulla  oblongata,  and 
spinal  cord  may  be  involved  alone,  or  in  combination  with  the 
arteries  of  the  sylvian  fissure  ;  their  participation  in  the  tubercul- 
ous process  is  indeed  by  no  means  uncommon. 

When  the  tubercle-bacilli  enter  the  region  supplied  by  only  a 
single  branch  of  one  of  the  meningeal  vessels,  but  few  tubercles 
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are  formed  in  the  first  instance.  But  as  the  patient  does  not  in 
general  die  at  once,  the  tubercles  become  ^gregated  into  larger 
masses,  and  form  either  extensive  foci  occupying  the  sulci 
especially,  or  rotiuded  nodes  of  the  size  of  a  walnut  or  even  of  a 
hen's  egg  or  larger,  commonly  known  as  solitary  tnberclfls  (Fig. 
249  c).  The  centre  is  usually  yellowish-wliite,  cheesy,  sometimes 
firm  and  dense,  in  other  cases  softer  and  often  more  or  less  difflu- 
ent ;  only  in  rare  instances  is  it  partially  calcified.  The  nodes  are 
marked  off  from  the  surrounding  tissue  by  a  greyish-red  or  grey 
and  translucent  zone  of  granulations  (cf).  which  not  infrequently 
contains  typical  tubercles.  From  the  brain-substance  they  are 
either  clearly  defined  or  pass  gradually  into  it,  and  sometimes  they 
are  adherent  to  the  dura  mater.     At  the  periphery  of  the  solitary 
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"tubercle  the  connective  elements  of  the  nerve-tissue  often  pass 
into  a  state  of  active  proliferation,  and  produce  dense  fibro- 
eellular  tissue. 

Solitary  tubercles  of  the  pia  mater  affect  the  surrounding 
tissue  by  pressure  (Fig.  249  a)  and  by  impeding  the  circulation 
of  blood  and  lymph.  The  other  portions  of  the  central  nervous 
system  may  be  entirely  free  from  tubercles  ;  but  it  not  uncom- 
monly happens  that  bacilli  escape  from  the  solitary  tubercles  and 
lead  to  the  formation  of  disseminated  meningitic  nodes,  as  well  as 
to  diffuse  meningitis.  It  is  moreover  not  impossible  for  renewed 
infection  of  the  blood  to  take  place,  for  example,  by  rupture  into 
the  transverse  sinus,  and  in  this  way  metastatic  miliary  tuber- 
culosis may  be  superinduced. 

Tuberculosis  which  developes  in  the  central  nervous  organs 
owing  to  conveyance  of  the  virus  from  the  adjacent  structures 
naturally  depends,  as  to  its  situation  and  distribution,  on  the  posi- 
tion of  the  starting-point.  Tuberculosis  of  the  petrosal  bone 
extends,  as  a  rule,  to  the  temporal  lobe  and  the  base  of  the  frontal 
lobe.  Once  these  parts  are  infected,  the  characteristic  nodules 
form  in  varying  numbers  about  the  seat  of  infection,  and  these 
may  in  the  course  of  time  become  aggregated  into  larger  masses. 
Disseminated  tuberculosis  is  superinduced  by  the  diffusion  of  the 
bacilli  through  the  cerebro-spinal  lymphatics. 

References  on  Tuberculosis  of  the  Internal  Meninges, 

VON  Campe  :  Meninait.  u,  meningoencephalit.  Processe  Tubingen  1882 
HocnE :  Tuberculosis  of  the  central  nervous  system  A./,  Psych,  xix  1887 
HuTTENBRENNER  *.  Changes  in  the  cerebral  cortex  in  tuberculous  inflammation 

of  the  pia  mater  Prag.  Z,f,  Heilk,  viii  1887 
Raymond:  Various  forms  of  tuberculous  leptomyelitis  Rev.  de  med.  vi  1886 
RiNDFLEiscH :  Miliary  tubercle  V.  A .  24  1862 

Schultze:  Tuberculous  cerebro-spinal  leptomeningitis  F.  ^.  68  1876 
ViRCHOW :  Krankhafte  GeHchwiUate  ii  1869 

• 

126.  Syphilis  of  the  central  nervous  system  usually  makes 
ts  appearance  some  years  after  the  disease  has  become  constitu- 
ional,  that  is  to  say,  at  the  same  time  as  the  so-called  tertiary 
;ymptoms ;  it  rarely  supervenes  in  the  stage  of  secondary  symp- 
oms.  The  characteristic  morbid  change  is  the  formation  of  cir- 
tumscribed  inflammatory  nodes  or  gummata,  which  are  usually 
ituated  in  the  meninges  and  the  cortical  stratum  of  the  brain  or 
>f  the  cord,  rarely  in  the  interior. 

Their  formation  begins  with  circumscribed  inflammation  in  the 
yisL  mater  and  subarachnoid  tissue,  which  is  soon  followed  by  the 
development  of  a  greyish  or  greyish-red  semi-translucent  or 
^latinous  patch  of  granulation-tissue  (Fig.  250).  In  the  earlier 
stages  this  tissue  is  highly  cellular  (^),  and  contains  a  varying 
number  of  new-formed  blood-vessels.     As  the  process  advances 
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Bome  of  the  granulation-tissue  usually  becomes  fibro-cellular  (•Jj), 
and  some  undergoes  caseation  (dj). 

In  cases  of  severe  inflammation  of  the  pia  mater  the  contigu- 
ous brain -substance  never  escapes,  the  morbid  process  extending  to 
the  cortex  not  only  along  the  pial  sheaths  (/j)  of  the  vessels,  but 
also  directly  (^). 

Arterial  branches  (e)  within  the  inflamed  region  are  likewise 
involved,  the  adventitia,  and  the  media  and  the  intima  also,  becom- 
ing the  seat  of  an  inflammation  characterised  according  to  the 
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stage  of  the  process  either  by  cellular  infiltration  and  proUfera 

tioii,  or  by   flbro-cellular   hyperplasia.      The  intima  is   in   gen 

eral  the  most  affected  (c),  the  hyperplastic  thickening  whicn  it*- 
undergoes  being  often  so  considerable  that  the  lumen  of  the  vesseF  =• 
is  greatly  diminished,  and  sometimes  even  obliterated.  Oblitera-  _* 
tion  results  as  a  rule  when  thrombosis  is  superadded  to  the  endar  —^ 
teritic  thickening. 

The  gummatous  nodes  may  be  either  single  or  multiple,  tk.M.i 
single  nodes  being  sometimes  very  small.     Indeed,  the  specific  in^. 
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flammation  and  proliferation  may  be  practically  limited  to  certain 
spots  on  the  vessel-wall,  and  these  give  rise  to  the  thickening  just 
referred  to.  More  frequently,  however,  larger  nodes  are  formed, 
and  to  these  the  term  gummata  is  usually  restricted.  They  ex- 
tend over  the  surface  of  the  brain,  chiefly  along  the  sulci,  and 
their  form  is  moulded  accordingly.  In  the  sylvian  fissure  they 
are  elongated;  at  the  base  and  in  the  cord  they  form  flattened 
patches  of  various  shapes.  In  rare  cases  the  inflammatory  infil- 
tration of  the  membranes  at  the  base  of  the  brain  is  more  diffuse 
and  indefinite. 

If  the  inflammation  extends  deeply  into  the  cerebral  substance, 
the  node  gradually  assumes  a  rounded  form,  and  occasionally 
gi-ows  to  the  size  of  a  walnut ;  its  external  boundary,  however, 
usually  remains  irregular.  This  is  also  apt  to  be  the  case  with 
nodes  developing  ab  initio  in  the  interior  of  the  brain.  The  very 
smallest  foci  are  doubtless  capable  of  re-absorption,  but  the  larger 
nodes  generally  become  indurated  and  in  part  caseous.  When 
caseation  takes  place  at  several  points  within  a  node,  its  section 
appears  mottled  with  grey  and  yellow,  until  by  coalescence  of  the 
caseous  spots  the  whole  of  the  central  portion  becomes  uniformly 
yellow. 

The  induration  generally  accompanies  the  caseation,  but  in 
some  cases  it  takes  place  without  the  latter.  It  gives  rise  to 
cicatricial  thickening  of  the  meningeal  tissue,  often  also  to  adhe- 
sions with  the  adjoining  parts  of  the  dura  mater.  When  the 
gummatous  node  has  already  undergone  partial  caseation,  the 
cicatrices  enclose  cheesy  masses. 

The   tissue   of  the  brain  and  cord  naturally  perishes  within 
the  region  of  the  specific  inflammation.     Ischaemic  and  haemor- 
rhagic  softening  of  the  surrounding  tissue  is  often  superadded ; 
it  is  consequent  on  the  local  disturbance  of  circulation  caused 
by  arteritis  and  mechanical  compression.     In   some  cases   these 
deg-enerative  processes  are  very  wide-spread  and  intense.     Nerves 
included  within  the  focus  of  inflammation  become  infiltrated,  and 
Bt  a  later  stage  are  so  surrounded  and  permeated  by  dense  hyper- 
plastic connective  tissue  that  they  atrophy  and  disappear. 

References  on  Syphilis  of  the  Internal  Meninges, 
Baumgartex:  Syphilitic  arteritis  F.  A,  73  1878,  76  1879,  86  1881,  and  111 


Bierfreund:    Hereditary  syphilis  of  the  central  nervous  system   Ziegler's 

Beitr&ge  iii 
Br  A 17  8 :  Die  Himsyphilis  Berlin  1873 
Buttersack:  Syphilis  of  the  central  nervous  system  A,f.  Psych,  xvii  1886 

(with  references) 
FouRNiER :  La  typh.  du  cerveau  Paris  1879,  and  Lemons  sur  la  syph,  2nd  edition 

Paris  1881 
Heubner I  a,  d.  Heilk.  xi  1870 ;  Die  luetische  Erkrankung  der  Himarterien 

J^ipzig  1874 
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Ilberg:  Gummata  of  the  corpora  quadrigemina  A,f.  Psych,  xxvi  1894  (with 

references) 
JoFFROY  and  Letienne:  Cerebral  syphilis  A,  de  med,  exp,  iii  1891 
Kahlek:  Multiple  syphilitic  neuritis  of  the  nerve-roots  Z.f.  Heilk.  viii  1887 
Oppenheim:  Zur  Kenntn,  d.  ayph.  Erkrank,  des  CerUralnervensystems  Berlin 

1890 
Pick  :  Cerebrospinal  syphilis  Prag,  Z.  f.  Heilk,  xiii  1892 
RuMPF :  Die  syphilitischen  Erkrankungen  des  Nervensystertis  Wiesbaden  1887 
SiEMERLiNG  :  Congenital  cerebral  and  spinal  syphilis  A.f,  Psych,  xx  1888; 

Syphilis  of  the  central  nervous  system  ibidem  xxii  1890 
Stoeber  :  Des  accidents  meningitiques  de  la  syph.  hereditaire  Paris  1891 
ViRCHOw:   V.  A.  15  1859,  and  Die  krankhaften  Geschwiilste  ii  1869 
Westphal:  Allg.  Z,f.  Psych,  xx  1863,  and  Charite-Annalen  i  1876 

127.  The  tmnonrB  of  the  internal  meninges  of  the  brain,  of 
the  choroid  plexuses,  and  of  the  ependymal  lining  of  the  ven- 
tricles, belong  for  the  most  part  to  the  group  of  connective-tissue 
growths  ;  but  epithelial  tumours  (carcinomata)  are  also  met  with. 

In  the  first  place,  there  is  a  group  of  endothelial  tumours 
classed  with  the  sarcomata  and  taking  the  form  of  soft  nodes,  or 
less  frequently  of  expanded  superficial  growths.  Cases  occur  in 
which  the  endothelial  neoplastic  growth  extends  over  the  entire 
central  nervous  system  (Fig.  251),  leading  to  thickening  and 
whitish  turbidity  of  the  meninges,  and  at  the  same  time  invading 
the  substance  of  the  brain  and  cord  along  the  course  of  the  piid 
sheaths  of  the  vessels. 

The  cut  surface  of  the  endothelial  sarcoma  is  marrowy,  grey- 
ish-white or  greyish-red,  sometimes  rather  gelatinous,  very  seldom 
pigmented  or  melanotic.  The  growth  starts  in  the  adventitia  of 
the  vessels  (Fig.  251  f  g  A),  and  partly  also  in  the  endothelium 
(^d  e)  which  covers  the  fibrous  strands  of  the  arachnoid,  of  the 
subarachnoid  tissue,  and  of  the  pia  mater.  The  newly-formed 
cells  usually  attain  a  high  degree  of  development,  and  resemble 
in  appearance  the  polymorphous  epithelioid  cells  of  carcinomatoiu 
growths.  As  moreover  they  lie  embedded  in  a  stroma  formed 
from  the  meningeal  tissue,  and  are  grouped  in  dense  masses  within 
its  meshes,  they  are  classed  with  the  alveolar  sarcomata  or  alve- 
olar endotheliomata  (Fig.  251). 

The  existing  records  seem  to  show  that  this  form  of  sarcoma 
is  that  most  frequently  met  with  in  the  internal  meninges  ;  but 
cases  of  ordinary  sarcoma,  myxosarcoma,  and  myxoma  have  been 
observed,  and  angiosarcoma,  angiomyxoma,  and  angiomyxosareoma 
•are  not  unknown  (Art.  104). 

Fibromata,   lipomata,  chondromata,  and  osteomata   are  very  - 
rare  ;    they   liave   been   noted  in  the  meninges  and  in  the   ven- 
tricular plexuses,  and  form  small  nodular  and  lobular  tumours^^^ 
which  compress  and  thrust  aside  the  underlying  cerebral  sxa 
spinal  substance. 

Another  rare  tumour  of  the  internal  meninges  is 
essentially  of  a  dense  fibrous  stroma,  enclosing  large  cystic  cavi 
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ties  filled  with  lymph.  It  has  a  certain  resemblance  to  connective 
tissue  in  a  state  of  intense  oedema,  but  is  distinguished  from  this 
by  the  presence  of  abundant  iibrous  hyperplasia,  which  marks  it 
off  sharply  from  the  surrounding  tissue  and  forms  in  its  interior 
comparatively  stout  and  broad  intercystic  septa.  The  growth  is 
therefore  a  neoplasm,  and  might  he  described  as  cystic  lymphan- 
gioma or  cystic  fibroma. 

An  excessive  development  of  the  normal  'brain-sand*  is  very 
often  observed  in  the  ventricular  or  choroid  plexuses,  which 
thereby  become  perceptibly  enlarged  and  acquire  an  opaque 
whitish  appearance.  Calcareous  concretions  are  apt  to  be  formed 
in  meningeal  tumours  in  combination  with  calciUcation  of  the 
vessels.  When  such  calcareoua  deposits  form  a  prominent  com- 
ponent of  the  tnroour,  it  is  called  a  pgammoma  (Fig.  255). 
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The  concretions  take  the  form  either  of  stratified  spherules  or 
of  needles  and  jagged  or  cactUB-like  bodies. 

Carcinoma  makes  its  appearance  in  the  ventricles  in  the  form 
of  soft  tumours  (Fig.  252  a),  usually  connected  with  the  plexxises, 
and  originating  from  tlieir  epithelial  lining,  or  more  rarely  from 
the  ependymal  epithelium.  The  nests  of  cancer-cells  embedded 
in  a  fibrous  stroma  are  of  the  cylindrical  type.  The  vascular 
fibrous  stroma  sometimes  grows  out  into  papillae,  and  the  tumour 
then  assumes  a- papillomatous  character  (Fig-  253). 

If,  as  not  infrequently  happens,  the  stroma  undergoes  mucoid 
degeneration  (Fig,  253  6  o  c{),  the  tumour  takes  on  a  very  peculiar 
structure.     The  niuioid  contents  of  the  papillae  become  swollen. 
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and  the  latter  undergo  a  cystic  transformation  (Fig.  252  a  and 
Fig.  25tt  d),  being  separated  from  one  another  only  by  strings 
of  epithehal  cells  (e).  which  thus  form  a  kind  of  cellular  stroma 
for  the  cysts  excavated  in  the  connective  tissue.  Within  the 
cellular  clusters  epithelial  pearb  are  sometimes  developed  (Fig. 
263  A),  which  closely  resemble  the  corresponding  bodies  fomieil 
in  cancerous  tumours  of  the  skin,  and  present  a  striking  contrast 
to  the  cylindrical  cells  of  the  growth. 

The  tumour  is  usually  confined  to  the  ventricle,  and  causes 
compression  and  displacement  (Fig.  252  f  g  K)  of  the  adjacent 
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cerebral  substance,  with  ventricular  dropsy  (t).  It  may  however 
invade  the  adjoining  portions  of  the  brain,  and  lead  to  the  forma- 
tion of  secondary  growths  in  the  deeper  parts  of  the  organ 
(Spabt). 

The  mode  of  origin  of  the  pearly  tumour,  or  cliolesteatonia, 
is  not  yet  thoroughly  understood.  This  growth  is  characterised 
by  the  presence  in  it  of  white  pearls  with  a  silky  lustre.  It  is 
met  with  chiefly  in  the  basal  meninges,  in  the  neighbourhood  of 
the  posterior  and  anterior  transverse  fissures ;  but  it  may  appear 
in  the  interior  of  the  brain  also.  The  growths  are  solitary  and 
surrounded  by  a  fibrous  capsule,  or  multiple,  in  the  form  of 
lustrous  nodules  and  nodes  seated  loosely  in  the  pia  mater  or 
a  i 
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l>rain.  The  soft  whit«  mass  of  the  growtli  consists  mainly  of 
epithelial  scales,  resembling  the  homy  epidermis  of  the  skin. 
Iblost  authorities  assume  that  the  cells  are  of  endothelial  origin ; 
"but  it  seems  more  likely  that  they  originate  in  the  epiblast,  and 
are  indeed  derived  by  descent  from  anomalous  or  misplaced 
«pithelial  cells.  The  fact  that  in  rare  cases  the  growths  con- 
"tain  minute  hairs  is  in  favour  of  this  supposition  (Zieglbr). 
Intracranial  dennold  cystB   are   on  the  whole  rare.     They 

are  usually  seated  in  the  membranes,  but  sometimes  penetrate  into 

the  cerebral  substance. 
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Among  the  secondary  tamonrB  of   the  meninges  all  forms 

that  are  liable  to  luetsistasis  have  been  described.  It  is  worth 
noting  that  they  eometimea  spread  freely  in  the  eubarachnoid 
spaces. 

Of  animal  parasites  Ecbinococei  and  Cyitietrci  are  met  with 
in  the  meninges.  The  former  give  rise  to  small  or  lar^  and 
single  or  multiple  hydatid  cysts,  which  compress  the  cerebral  sub- 
stance and  occasionally  induce  softening  of  the  surrouiiding  tissue. 

Cyatieercui  (the  cystic  stage  of  Taenia  golmm)  appears  either 
in  the  ordinary  fonn  of  a  bladder  of  the  size  of  a  pea,  with  a  scolex 
or  immature  head,  or  as  Cyaticercus  raeemosus.  Tlie  latter  takes 
the  form  of  large  lobulated  vesicles,  usually  sterile,  with  a  cluster 
of  internal  and  external  daughter-cysts  surrounding  the  parent- 
cyst  Uke  a  bunch  of  grapes.  It  sometimes  induces  proHferous 
hyperplasia  in  the  surrounding  tissue. 

In  the  ventrielea  minute  granular  promiiience<i  are  at  time«  observed  oa 
the  ependjRia,  which  are  aiiiipiy  coirigiuct  fibtlnou*  dapOBits  permeated  by 

formative  cells  and  hlood- vessels,  and  so  partially  orgmiised  after  the  c 

of  a  thrombus. 
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References  on  Cysticercus  in  the  Brain. 
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CHAPTER   XLV 


JHK   DURA   MATER,  PINEAL  GLAND,  AND  PimTARV   BODY 


128.  The  dttra  mater  is  a  stout  fibrous  membrane,  witli  a 
tendinous  lustre,  closely  adhereut  to  the  inner  surface  of  tlie 
cranium,  and  serving  as  its  intenmt  periosteum.  It  is  accord- 
ingly liable  to  all  the  morbid  changes  that  affect  the  periosteiuo 
of  other  bones.  Certain  special  changes  arise  from  its  connexion 
with  the  central  nervous  system,  and  these  require  separate  con- 
sideration. 

In  the  first  place  the  dura  njuli-r  is  fivqiifntly  ibe  seat  of  an 
inflammatory  process  known  as  chronic  internal  pachsrmeningi' 
Hb,  the  result  of  various  injurimi^.  ii^'.'inirs.  \>)iose  fXitt-i  inilurc  is 
not  fully  understood.  The  iuHiimniiitiuu  is  usually  liaemalugen- 
ous,  and  in  many  coses  is  not  associated  with  any  inflanimiition  of 
the  internal  meninges ;  it  is,  liowever,  apt  to  accompany  iiifiani- 
matnry  conditions  in  the  contiguous  bimes.  It  is  sometimes 
unilateral  and  circumscribed,  or  it  may  be  bilateral  and  dissemi- 
nated in  multiple  patches,  or  generally  diffused  over  the  entire 
cranial  surface. 

The  first  morbid  sign  is  the  appearance  of  very  thin  fibrinous 
deposits  on  the  internal  surface  of  tlie  membrane ;  these  consist 
essentially  of  films  of  granular,  fibrillar,  or  homogeneous  fibrin, 
containing  a  few  round-cells.  After  a  time  tlie  films  Itecome 
pervaded  by  living  cells  and  new-formed  vessels  growing  iis  off- 
shoots from  the  dural  capillaries.  A  delicate  fibrous  tissue  is 
thus  elaborated,  which  lines  the  dura  mater  as  a  semi-trauspareat 
false  membrane,  with  wide  well-filled  vessels. 

The  new-formed  vessels  have  very  thin  walls,  and  are  particu- 
larly prone  to  bleed,  the  slightest  disturbances  of  the  circulation 
apparently  sufticiug  to  set  up  haemorrhage  by  rupture  or  ilia]>e- 
desis.  The  consequence  is  that  pachymeningitic  false  membranes 
nearly  always  contain  recent  extravasations  and  pigmented  de- 
posits, testifying  to  past  haemorrhage  :  this  pecTiliarity  has  led  tu 
the  affection  being  clescribed  as  haemorrha^ic  pachymeningitis. 
The  extravasations  are  usually  »iii;ill.  Imi  imw  ami  ihi.'ii  (Iil'v  ^tre 
80  extensive  that  they  partially  .s(*iHiriily  Ihi-  hilse  nifiulirane  from 
the  dura  mater,  and  form  blond-cysts  ur  haematomata,  which 
exert  more  or  less  pressure  on  the  brain.  If  the  cyst  gives  way, 
blood  will  of  course  be  effused  into  the  subdural  space. 
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Once  the  infiammation  has  begun,  it  seldom  attains  to  com- 
plete resolution  and  recovery.  The  extravasated  matters  are  by- 
degrees  re-abqorbed,  but  if  they  are  at  all  abundant  the  process  is 
very  slow  and  often  imperfect,  and  the  continued  presence  of  the 
disintegrated  blood  keeps  up  an  irritation  that  induces  renewed 
inflammation.  New  exudations  and  new  false  membranes  are 
thus  produced,  and  at  length  a  dense  scar-like  tissue  results,  which 
contains  masses  of  pigment,  residues  of  blood  and  fibrin,  and  cal- 
careous deposits.  Sometimes  after  resorption  of  a  large  extrava- 
sation a  coUection  of  liquid  appears  in  its  place  between  the  dura 
mater  and  the  cicatricial  membrane ;  this  haa  been  called  hygroma 
of  the  dura  mater,  or  partial  pachymeningitic  hydrocephalua. 

In  older,  denser,  and  more  fibrous  membranes,  containing  few 
cells,  some  of  the  vessels  are  gradually  occluded  by  contraction  ; 
but  such  obliteration  does  not  bring  the  process  to  an  end.  for 
other  parts  remain  highly  vascular,  and  fresh  haemorrhages  keep 
up  and  renew  the  inflammation. 

Pachymeningitic  membranes  do  not  usually  adhere  to  the 
underlying  tissues ;  but  sometimes  fairly  firm  union  takes  place 
between  them  and  the  arachnoid,  and  then  new-formed  blood- 
vessels pass  from  the  false  meiiilirane  into  the  inteniid  meninges. 

There  is  also  a  chronic  external  pachymeningitis,  in  which 
the  inflammatory  changes  ;ur  |iiiiiiiriilly  liniiicd  tn  the  outer  strata 
of  the  dura  mater,  and  arc  as,-.(iri;ilcil  -willi  tliii-keuiii^'  uf  the  mem- 
brane and  resorption  or  liyperpliisiu  of  tlie  bone.  JNloreover, 
the  dura  mater  is  frequently'  inflamed  as  the  residt  of  traumatic 
injury,  or  by  extension  of  inflammations  from  the  adjacent  struct- 
ures. Thus  a  cut  or  stab  of  the  skull,  which  becomes  infected 
with  septic  matter  and  suppurates,  not  infrequently  gives  rise  to 
purulent  pachymeningitis,  and  the  like  is  apt  to  follow  suppura- 
tion of  the  internal  ear,  of  the  petrous  portion  of  the  temporal 
bone,  or  of  the  orbit.  In  such  cases  the  dura  mater  assumes  a 
yello wish- white  or  greyish-yellow  tint,  and  when  haemorrhage 
accompanies  the  injury  or  disease  it  becomes  dirty-grey,  greyish- 
green,  or  brown. 

Eruptions  of  tnbercle  in  the  dura  mater  are  induced  as 
metastases  from  tuberculous  leptomeningitis  or  tuberculosis  of 
the  cranial  bones.  In  some  instances  disseminated  grey  tubercles 
make  their  appearance  on  the  internal  surface,  in  others  pachy- 
meningitic membranes  containing  tubercles,  or  fungous  growths, 
or  caseous  nodes,  are  produced.  Caseous  nodes  are  chiefly  the 
result  of  tuberculous  bone-disease,  and  may  be  seated  on  either 
surface  of  the  dura  mater,  or  in  its  tissue. 

Syphilis  gives  rise  to  foci  of  cellular  infiltration,  or  to  granu- 
lomatous growths,  ending  in  cicatricial  thickenings,  that  not  in- 
frequently enclose  patches  of  caseous  matter.  When  the  process 
invades  the  arachnoid  and  pia  mater,  these  tend  to  become  adhe- 
rent to  the  dura  mater. 


he-  ^ 
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The  majority  of  the  tumours  affecting  the  dura  mat«r  beinog 
to  the  group  of  sarcomata,     k^piadle-celled  sarcoma  ia  the  con:^- 
monest;    the  round-celled  and  polymorphous-celled  varieties  ar"« 
rarer.     Alveolar  sarcoma  and  endothelioma  are  also  met  witl::«. 
the   latter  being  characterised   by  the   formation   of   nests  atB.  Wl 
strings  of  cells  (Fig.  2&i  c  d)  embedded  in  a  fibrous  stroma  (a„^. 

Xbldotliellomata  form  solitary  or  multiple  growtha,  Sattern?-  d 
or  raised  on  a  stalk  like  a  mushroom  (fungus  of  the  dura  mater  J~>, 
from  the  size  of  a  pea  to  that  of  an  apple,  which  project  ia»ar(~Z3a 
and  depress  the  underlying  brain-surfaee  into  pit-like  excavation—  _i 
When  they  grow  on  the  outer  surface  of  the  membrane  they  a^^v 


\ 


Camda  baliam : 

a    fibToae  itromii  e    fatty  degeneTstlaD  of  k  cellular  Dias.HB^^ 

b    Iproup  of  roond-cells  /    mui  of  endothelial  cells,  on  the  ri       _£t| 

c    DcsU  and  urines  of  cells  derived  froa  side  paaeinggnMinally  Into  the  flhr        -^ 

the  endntbelium  of  the  lymphatics  Btrniua 

d    tubular  tract  of  eudothelial  celU 

apt  to  penetrate  the  bone,  causing  it  to  atrophy  and  ultimat^^Jj 
to  give  way  and  rupture.  At  their  point  of  origin  from  fciL-he 
membrane  they  send  out  pseudopodial  processes  into  its  tissue.  ju 
the  form  of  cellular  etranda  that  seem  to  force  their  way  betw^^n 
its  tough  fibres,  or  to  grow  out  from  them.  These  strands  of 
cells  are  derived  from  the  endothelium  of  the  lymphatics  («=i). 
whose  course  they  follow  and  often  mark  out  in  a  recognisalble 
way  by  the  mode  of  their  configuration. 

Excessive  vascular  development  within  a  sarcoma  leads  to  fc^  h« 
formation  of  telangiectatic  tumours.     Calcification  of  the  capillem-srj 
vessels,  and  the  formation  of  concretions  in  the  shape  of  BpheruL  ■^S:^ 
needles,  and  jagged  fragments  (Fig.  2<)5  ah  c  d  f)  sometimes  g^K~~~^< 
the  sarcoma  the  characters  of  a  paammonui. 
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Fibromata  are  rare,  but  they  do  occur  in  all  parts  of  the  dura 
mater,  and  form  rounded  tumours.     Llpomata  are  very  rare. 

Osteomata  appear  chiefly  in  the  cerebri!  dura  mater,  and  with 
special  frequencj  m  the  falx  cerebri  They  usually  take  the  form 
of  irregularly  shaped  plates  of  bone  with  spinous  and  ridge-like 
processes 


FlO     Z5D        8BCTIOH    F 

:c  actd,  anii  ttained  laith  haema- 
1) 
a    hr&Iine  nDcteaMd  iphemle  enclosing  a       c    concretlna  encloaed  in  bjaline  oonnec- 

calcareoug  concretion  tive  tiaaue 

b    cslcmreoos  concrettona  snrrounded  by      d    calcareous   D»edleB  in  the  connective 
hyalloe  denucleated   sobstBiice   and  tiasue 

encloaed  In  fibroos  connective  tissue        e     needle  conlaining  three  concietlona 

About  the  back  of  the  sella  turcica  and  basi-occipital  (or 
clivus)  small  gelatinous  tumours  known  as  ecchondromata  (or 
chordomata)  are  not  uncommon ;  in  texture  they  resemble  the 
notochord,  and  it  is  therefore  probable  that  they  originate  in  some 
belated  residues  of  this  embryonic  structure. 

Of  secondary  tnmonrs  carcinoma  is  that  most  frequently  met 
with  in  the  dura  mater. 

Referencet  on  Proliferout  and  Haemorrhagic  Pachymeniv^tit, 

Charcot  :  Sur  let  neamemhrana  de  la  dure  mere,  Oeuvres  complele*  ix 
KjtEMYAHSKI :  Internal  haemorrhagic  pachyiueninKitis  V.  A.  42  1868 
Iancereaux:  A.  g^.de  med.  1662  and  1863,  and  Traile' d'anatomie  path,  tl 
Paci-db  :   Verk^kttng  und  VerkaSckerung  d.  HSmatomei  der  Dura  mater  Erlangen 

1875 
ScHUBERO :  Haematoraa  of  the  dara  mater  K.  ^ .  16  1859 
SpEBLiKO :  Cent./,  med.  Wisg.  no,  29  1871 

Thombon  :  Chronic  eit«mal  pachymeningitis  Jonm.  of  Palk.  u  1893 
"  ir :  Haematoma  of  the  dnra  mater  Warzburg.  Verkandt.  1856 
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References  on  Tumours  of  the  Dura  Mater. 

Arnold  :  Psammomata  V,  A .  52  1871 

BizzozERO  and  Bozzolo:  Primary  tumours   Wiener  med,  Jahrb.  1874,  an 

Rivista  din.  di  Bologna  iv  1874 
Cheling  :  Die  schwammigen  AusicUchse  d,  harten  Himhaut  u.  d.  Schddelknock^ 

Heidelberg  1891 
Ernst  :  Psanimonia  Zieglefs  Beitrdge  xi  1892 
FiRKET :  Enchondroma  Encephale  1 1881 

Levi  :  The  origin  of  concretions  in  psammomata  Inaug,  Di<8,  Freiburg  1890 
LuscHKA :  Eccnondrosis  of  the  basi-occipital  V,  A,  \l  1856 
Robin  :  Epithelioma  of  the  serous  membranes  Journ.  de  Vanat,  Paris  1869 
ScHUPPEL :  Calcareous  sarcoma  .1.  d.  Heilk.  x  1869 
ViRCHOW  :  Die  Entwickelung  des  Schddelgrundes  (ecchondrosis  of  the  basi-occ 

pital)  1857 

Whipham  :  Round-celled  sarcoma  Trans.  Clin.  Sac.  xiv  London  1881 
Zenker  :  Ecchondrosis  of  the  clivus  V.  A .  12  1857 

129.     The  hypophysis  cerebri  or  pituitary  body  is  seated  L       ^ 

the  sella  turcica,  and  is  composed  of  two  lobes  ;  the  anterior  coi j. 

sists  of  a  fibrous  stroma  enclosing  numerous  round  and  oval  foil  i- 
cles  filled  with  epithelial  cells,  the  posterior  chiefly  of  vascult^^r 
connective  tissue  enclosing  fusiform  and  stellate  cells   some  c=ao{ 

which  are  pigmented.     At  the  junction  of  the  two  lobes  the  tissu le 

is  very  vascular,  and  contains  cavities  lined  with  ciliated  cylindi — ^ri- 
cal  epithelium  (Weichselbaum). 

Cystic  degeneration  and  hyperplastic  overgrowth  of  the  ant  lie- 
nor lobe  are  the  commonest  changes,  the  cysts  usually  containii: ng 

colloid  masses.  This  transformation  is  known  as  adenoma  ^m*  or 
struma  of  the  pituitary  body,  and  the  growth  sometimes  reach-  _^e8 
the  size  of  a  pigeon's  or  even  of  a  hen's  egg.  It  protrudes  mo_  -^re 
or  less  from  the  sella  turcica,  presses  on  the  adjoining  brain-8u~  ^b- 
stance,  or  even  projects  into  the  ventricles,  and  causes  atrophy  of 

the  underlying  bone. 

In  some  cases  of  acromegaly  the  pituitary  body  has  be^»»  en 
found  post  mortem  to  be  considerably  enlarged :  it  has  indeed  be^^  en 
maintained  that  such  enlargement  is  correlated  with  the  cha^E^^r- 
acteristic  hypertrophy  of  the  hands,  feet,  and  jaw  (Art.  50),  as 

myxoedema  is  with  disease  of  the  thyroid  gland.  

According  to  Weichselbaum,  the  ciliated  epithelial  cavitL 
are  very  apt  to  undergo  cystic  degeneration.     The  contents  of  tr 
cysts  consist  of  homogeneous  or  granular  matter  secreted  by  tZ 
epithelial  cells.     The  cysts  with  granular  contents  are  lined  wi 
ciliated  epithelium. 

After   adenoma  the  commonest  tumours  are  carcinoma  a^ci  ndL 
sarcoma,  which  also  take  the  form  of  nodose  growths.     WErc_^H.- 
SELBALM  has  described  a  pair  of  small  lipomata  in  the  posteri^^ac^T 
lobe,  and  Weigert  a  teratoma. 

Inflammation  of  the  hypophysis  may  be  associated  with  inflac^  -'^ 
mation  of  the  neighbouring  parts :  tubercles  and  giunmata  hi 
been  observed  (Weigert)  only  in  rare  instances. 


myxoedemft  Joum.  of  Polk.  I 
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[die  pineal  gland  consists  of  fiV^rous  tissue  enclosing  a  num- 
J  rouuiied  follicles,  each  of  which  coutaios  a  cellular  reticulum, 
Bed  cells  with  sleuder  tapering  proeesaea  (Toldt),  and  a 
ftity  of  brain-sand. 

She  most  frequent  pathological  changes  observed  in  this  organ 
abnormal  increase  of  the  brain-sand  (psammoma),  hyperplastic 
rgenient,  and  cystic  degeneration.  Haemorrhage  into  the 
tance  of  the  gland  may  lead  to  the  formation  of  a  haematoma. 

Jtumours  of  this  organ  are  very  uncommon. 

The  pineal  gland  may  participate  in  inflammations  of  neigli- 
mg  structures. 

treneet  on  Affections  of  the  Hypophyiu  or  Pituitary  Body. 

|[:  Teratoma  Fnig.  Z.f.  Heili:  i\-  1883 

RNHARDT  :  HirtiijeiKkiDiilate  Berlin  1881 
•ircii :    Enlargement  of   the   hypopliyais   i 
1693  (with  refereuces) 
■  ■YCE  and  Beadleh  :  Study  of  the  path,  of  the  bvpophysb  Cent./,  alia.  Path. 
1894 
RStTNKK  :  Tumours  of  the  hypophysial  (adenoma)  ]'.  A.  08  1883 
i'finokk:  Haematoma  of  hypopIiyHis  Vieritlj.j'.  pralct.  Ueilk.  1261875 
'kuhS'F.r;  Tumours  of  the  liypophyaiB  (lymphosarcoma)  V.  A.  1191890 
an  Hippel:  Tumours  of  the  hypophysis  (cases)  V.  A.  126  1891 
WQERHANN :  Tumours  of  the  hypophysis  (cases)  Inaug.  Dm.  Bertie  1889 
.LEBS:  Sarcoma  Prager  V'Urteljahrstchr.  f.  prah.  Heillc.  125 
.'iSENTi  and  V:oLA  :  Histology  of  the  pituitary  ftlaud  ^lUi  Aecad.  med.  chir.  iH 

Perugia  ii  1890,  and  Ceni./.  med.  Wig».  1890 
IllSBERT:  Tumour  of  the  hypophysis  I'.  A.  9U  1682 
ttooowrrscit :  Chang's*  in  the  hypophysis  after  removal  of  the  thyroid  gland 

Ziegler'f  Seilr/lge  iv  1888 
ViRCHow:  KrankhajU  GefchicUlnle 
Waokbb:  Tubercle -I.  <A//eiU.  1862 

Weichsblbaum:  Neoplasms  of  the  hypophvsis  V.  A.  75  1879 
Wkiukrt:  Teratoma,  struma  pituitaria,  and  gummata  V.  A.  05  1875 

Re/erenees  on  Titmoun  of  the  Pineal  Gland. 

Bi.AKQL'iKQDE :  Tumour  of  the  pineal  gland  Gax.  hebd.  8  1871 

CciATi*:  Adenoid sarcomacontaiuing cartilage  Tmii*.  Path.  .Sw.  xxxnti  London 

1887 
FnrwiHBrrn  :  Paammoma  V.  A.  M  1865 
Maxut:  Tiimmir  of  the  pineal  jjlaiid  L'jim  mM.  1872 
»UU>B1E ;  CmL/.  NvrvenheilL  1879 

' "■  »  rf  tumour  of  the  pineal  jjland  ina-ug.  Diss.  Freilnir^;  1666 

lied  sarcoma  T  "ns.  Path.  Sac.  xxxvi  London  1885 
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CHAPTER  XLVI 


STRUCTURE  OF  PERIPHERAL   NERVES 


130.  The  peripheral  nervous  B3rstem  is  composed  of  i 
anri  ganglion -cells,  lot^utliei-  with  iLe  special  terminal  structures 
in  wliii.-h  the  nerves  enil.  The  nerves  consist  essentially  of  med- 
ullated  and  non-medullated  nerve-tibres,  which  are  prolongations 
of  the  polar  processes  of  the  gangiion-eells.  Some  of  these  cells  are 
situated  in  the  cord  and  medulla  oblongata,  but  others  are  inter- 
calated in  peripheral  parts  of  the  sympathetic  system,  where  the 
groups  of  nerve-cells  occur  tliat  are  known  as  sympathetic  ganglia. 

The  medullatad  nerve-fibrea  are  long  cylindrical  structures,  whofie  cen- 
tral asis  ia  occupied  by  the  axlB-cyliuder.  The  latl«r  is  surrounded  hy  the 
medullary  abeatb,  couHJstitig  of  myelin  which  during  life  is  hotiiogeneous, 
Bud  this  in  turn  is  encloaed  in  a  delicate  connective-tissue  envelope,  the  primi- 
tive sheath,  neurilemma,  or  aheatb  of  Soliiranii.  The  medullary  sheath  is 
at  intervals  internipt«d,  the  aiis-ey Under  being  then  surrounded  only  by  the 
sheath  of  Schwanu  (Ranviar'a  nodesj ;  it  is  generally  assumed  that  these 
nodes  subserve  the  nutrition  of  the  asis^ylinder.  The  nerve-fibre  is  in  this 
nay  divided  into  segments  of  from  one  to  two  millimetres  in  length,  each  one 
of  which  contains  a  nucleus  situated  approximately  in  the  middle  and  close  to 
the  sheath  of  Schwann,  and  around  the  nucleus  a  thin  layer  of  protoplasm 
is  spread  on  the  internal  surface  of  the  sheath.  External  to  the  sheath  of 
Schwann  is  a  fibrillar  sheath  (AxsL  Key  and  111 
nucflei  and  a  small  quantity  of  protopliuini. 

The  non-mediUlBted  nerve-fibreH  possess  m 
cylinder  than  the  sheath  of  Schwann,  with  nuclei  . 

Medullated  and  non-medullated  nerve-fibres  ar 
t  thicknesses.     Those  that  h) 


7»)  which  also  contains 

other  covering  tor  the  axia- 
icluded  in  it  at  intervals, 
united  into  nerves  of  differ- 
the  brain  and  cord  contain 


chiefly  medullat«d  fibres ;  in  the  nerves  of  the  sympathetic  s, 

medullated  fibres  predominate.     The  smaller  nerves  consist  of  a  simple  bundle 

of  nerve-fibres ;  the  larger  tnmks  contain  a  variable  number  of  such  bundles  or 

fasciculi. 

Each  fasciculus  is  surrounded  by  a  fibrous  envelope  termed  the  perlaen- 
ilnm.  WTien  several  bundles  combine  to  form  a  nerve-trunk,  this  also  is 
siin'ounded  by  a  perineurium,  while  the  bundles  themselves  are  bound  together 
by  loose  connective  tissue,  often  containing  fat-cells,  and  known  as  the  epinea- 
rlnm.  The  endoneariam  consists  of  delicate  fibrous  septa  passing  from  the 
perineurium  of  each  bundle  into  the  interior,  and  uniting  the  nerve-fibres  into 
groups,  while  the  finest  processes  pass  into  these  and  surround  the  individual 
fibres.  The  blood-veasels  of  the  nerve-trunk  run  within  the  fibrous  frame- 
work. At  the  peripheral  end  of  each  nerve-fibre  the  aiis-cyliuder  breaks  up 
into  its  primitive  fibrils,  and  these  form  connexions  with  the  terminal  organs. 


_J 
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CHAPTER  XLVII 


DEGENERATION  AND  INFLAMMATION  OF  NERVES 

181.    The  fibres  of  the  peripheral  nerves  are  very  frequently 
the  seat  of  degenerative  changes  which  often  lead  to  their  total 
destruction,  and  in  other  cases  give  rise  at  least  to  permanent 
atrophy  of  the  affected  nerve-elements.     In  so  far  as  these  pro- 
cesses run  their  course  without  inducing  other  changes  in  the 
nerves,  they  might  be  described  as  instances  of  simple  degenera- 
tion ;  but  when  they  are  complicated  with  inflammatory  exudation 
and  hyperplasia  of  the  connective  tissue,  or  when  they  originate  ixx 
an  inflammatory  affection  of  the  latter,  they  must  be  reckoned  st^ 
of  the  nature  of  neuritis.     By  many  writers  simple  degeneration^ 
is  termed  parenchymatous  neuritis,  while  neuritis  proper  is  di 
tinguished  as  interstitial  neuritis.     Degeneration  and  inflamm 
tion  of  the  nerves  cannot  be  separated  by  any  sharp  distinctio 
inasmuch  as  on  the  one  hand  inflammatory  changes  often  gi 
rise  to  wide-spread  degeneration,  and  on  the  other  hand  dege 
tion,  in  the  later  stages  of  its  course,  may  induce  signs  of  inflaKr^i. 
mation.     The  term  neuritis  is  for  this  reason  frequently  appli^^ 
to  degenerative  affections. 

In  the  first  place,  nerves  undergo  extensive  degeneration  aft^r 
section,  the  distal  portion  of  the  polar  process  thus  separat-^ 
from  its  nerve-cell  degenerating  throughout  its  entire  lengrt:  h, 
while  the  proximal  portion  undergoes  degenerative  atrophy  :ror 
a  short  distance  only. 

Even  in  the  first  few  days  after  section  the  internodal  seg- 
ments of  the  medullary  sheath  throughout  the  whole  of  the  dis^t^ 
portion  become  less  refractive  and  appear  turbid,  while  by  the 
end  of  the  third  day  deep  indentations  make  their  appearance    in 
the  sheath  of  Schwann  and  in  the  medullary  sheath,  owing     to 
commencing  segmentation  of  the  latter.     From  the  fourth  to  the 
sixth  day  the  medullary  sheath  coagulates  into  large  drops      of 
myelin  (Fig.  256  6)  between  the  indentations.      This  leads      in 
the  course  of  a  few  days  to  the  formation  of  masses  of  detrit  us, 
consisting  of  drops  and  granules  of  various  sizes.     By  and  by  'the 
detritus  is  absorbed  by  migratory  leucocytes,  and  fat-granule  cells 
are  thus  produced ;   but  the  process  may  last  weeks  or  mont&s 
before  all  the  products  of  disintegration  have  disappeared. 

Soon  after  the  medullary  sheath  has  begun  to  aegenerate,  ibe 
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axis- cylinder  can  be  no  longer,  or  at  beat  very  imperfectly,  dis- 
tinguished (Fig.  256  a),  and  it  is  presently  destroyed  altogether, 
partly  by  swelling  and  vacuolation,  partly  by  disintegration  into 
small  fragments  (Fig.  257  c).  According  to  Gbsslek,  the  den- 
dritic terminal  ramifications  of  the  nerve  within  the  muscles  also 
disappear. 

In  a  clean  aseptic  wound  dividing  the  nerve,  only  a  small  por- 
tion of  the  central  or  proximal  part  of  the  trunk  degenerates,  the 
process  ceasing  at  the  first  or  second  Ranvier's  node  above  the 
point  of  section.  Certain  fibres  degenerate  for  a  greater  distance, 
but  only  when  inflammation  or  other 
injury,  such  as  crushing,  complicates 
the  process.  It  must,  however,  be 
noted  that  in  course  of  time  some  of 
the  fibres  in  the  central  portion  of  the 
nerve  become  attenuated,  the  medul- 
lary sheath  in  particular  being  liable 
to  atrophy. 
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Severe  crushing  and  stretching  have  an  effect  very  similar  to 
that  of  section,  and  so  also  has  continued  compression,  such  as  i» 
occasionally  caused  by  tumours,  by  the  contraction  of  sear-tiasue, 
by  inflamed  lympli-glands,  and  the  like.  The  interruption  of  con- 
ductivity does  not,  however,  at  once  involve  all  the  nerve- 
bundles,  but  rather  tends  to  take  place  successively  in  the  several 
strands. 

Disaases  of  the  anterior  horns  of  the  spinal  cord  and  of  the 
motor  roots  tl  dt  cause  destruction  of  the  motor  ganglia  or  nerve- 
fibres  are  followed  as  in  the  case  of  section,  by  degeneration 
of  the  per  pi  eral  pirt  of  the  nerve-tracts  ;  but  when  the  destruc- 
tion of  the  nerve-cells  is  gradual  the  atrophy  of  the  nerve-fibres  is 
not  so  rapid,  the  me- 
dullary sheath  wastes 
more  slowly  (Fig. 
2.57  by,  and  within  Ihe 
same  bundle  we  may 
find  fibres  that  are 
sound  and  others  that 
are  in  different  stages 
of  atrophy  (tig. 
257  b  c)  or  altogetlier 
degenerate.  In  some 
of  the  fasciculi  even- 
fibre  may  be  tlisin- 
tegrate<l. 

Haematogenotu 
degeneration  uml  in- 
flammation of  ilie 
nerves  are  due  in  some 
cases  to  infection  or 
(P™p«™_Aa_  ^  d_  "  ^__  J  JiJi';j-'!±*i«i^_f  poisoning,  in  Others  to 
simple  disorders  of  cir- 
culation and  tohaeinn- 
rrbage,  in  others  again 
to  insufficient  nutri- 
tion dependent  on  general  anaemia,  cachexia,  or  narrowing  of  the 
arteries.  The  mode  of  origin  of  the  degeneration  in  a  given  case 
is,  however,  often  uncertain.  Single  or  multiple  neuritis  or  de- 
generation associated  with  typhus  fever,  variola,  typhoid  fever- 
diphtheria,  influenza,  tuberculosis,  and  the  puerperal  state,  is 
probably  due  partly  to  autogenetic  poisoning  and  partly  to  defi- 
cient nutrition  of  the  nerves  ;  in  some  cases  it  may  be  due  to  t 
local  action  of  the  specific  infection  concerned. 

Degeneration  of  the  motor  nerves  and  the  muscles  from  leid- 
poisoning  is  probably  due  to  the  direct  toxic  effect  of  the  lead; 
but  disturbances  of  the  circulation  caused  by  simultaneous  disease 
of  the  vessels  has  perhaps  a  share  in  the  result.    The  degenentioo 
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of  the  peripheral  nerves  frequently  observed  in  cases  of  chronic 
alcoholism  is  doubtless  due  to  a  direct  toxic  effect. 

According  to  Baelz  and  Scheube,  the  disease  known  as 
beri-beri  or  kakke,  epidemic  in  Japan,  in  the  East  indies,  and  in 
South  America,  is  an  infective  disorder  (according  to  MiURA  it  is 
due  to  some  form  of  poisoning),  which  is  characterised  primarily 
by  multiple  degeneration  of  the  nerves  (^panneuritis  epidemicd). 
In  Europe  too  forms  of  disease  occur  that  affect  various  regions  of 
the  peripheral  nervous  system,  and  are  known  as  multiple  neuritis 
(Leyden),  polyneuritis  (Pierson),  and  disseminated  neuritis 
(Roth)  ;  these  are  probably  due  to  infection  of  some  kind. 

According  to  the  investigations  of  Dejerine,  Pitres,  Vail- 
lard,  Oppenheim,  Siemerling,  and  others,  degeneration  of 
numerous  peripheral  nerves  is  a  common  accompaniment  of  tabes 
dorsalis,  the  peripheral  portions  of  the  sensory  nerves  of  the  skin 
being  those  that  are  most  apt  to  become  degenerate  (Art.  98). 

Transmitted  or  consecutive  lymphogenous  neuritis  is  that 
associated  with  inflammations  in  tlie  tissues  about  the  nerve. 
Purulent  and  tuberculous  inflammations  are  those  which  most 
frequently  extend  in  this  way,  as  when  the  nerve-roots  become 
involved  in  connexion  with  purulent  or  tuberculous  meningitis. 
Sometimes  the  virus  is  disseminated  within  the  nerves  themselves, 
as  appears  to  be  the  case  in  rabies  or  hydrophobia. 

In  simple  degeneration  of  the  nerves  the  connective  tissue 
usually  undergoes  little  or  no  change,  while  the  sheath  of  Schwann 
(Fig.  256  c  and  Fig.  257  a)  and  its  nuclei  (Fig.  256  and  Fig.  257 
d  dj  rfj)  often  survive  for  a  long  time.  The  latter  may  even 
become  proliferous  (^i).  When  the  majority  of  the  medullated 
fibres  perish  (Fig.  258  c  rf),  the  nerve  acquires  by  degrees  a  grey 
colour,  but  does  not  become  indurated  unless  there  is  hyperplasia 
of  its  connective  tissue.  The  case  is  different  when  the  affection 
is  genuinely  inflammatory  and  true  neuritis  sets  in. 

Acute  neuritis  is  manifested  by  hyperaemia  and  exudation 
affecting  the  fibrous  constituents  of  the  nerve-trunks;  and  when 
the  changes  thereby  induced  are  well  marked  they  take  the  form 
of  redness,  swelling,  and  increase  of  moisture,  or  it  may  be  of 
haemorrhagic  extravasation  and  yellowish-white  discoloration  due 
to  the  appearance  of  pus.  In  the  haematogenous  forms  of  neuritis 
the  exudation  may  from  the  outset  implicate  the  endoneurium  and 
epineurium.  In  neuritis  that  is  consecutive  to  inflammation  of 
the  surroimding  tissue,  as  in  a  suppurating  wound,  in  purulent 
meningitis,  or  in  pelvic  cellulitis,  the  perineurium  in  the  first  place 
undergoes  cellular  infiltration,  and  this  does  not  spread  to  the 
endoneurium  until  a  later  stage. 

Slight  inflammations  may  doubtless  pass  away  without  leaving 
any  permanent  change.  More  intense  inflammation  leads  to  dis- 
integration of  the  medullary  sheath,  and  often  also  to  necrosis  of 
part  of  the  axis-cylinder.     Purulent  and  gangrenous  inflammations 
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induce  suppuration  and  gangrenous  necrosis  of  the  nerve.  Gran- 
ulations and  cicatricial  tissue  are  produced  in  the  case  of  nerves 
damaged  by  traumatic  injury  or  tying  in  the  midst  of  granulating 
tissue. 

Subacute  and  chronic  nenritis  are  induced  by  chronic  in- 
flamuiiilion  of  surrounding  structures  or  by  haematogenous  or 
lymphogenous  infection  and  poisoning ;  but  the  primary  cause  of 
the  affection  cannot  always  hejnade  out. 

These  forms  of  inflammation  lead  to  atrophy  of  the  nerve- 
elementa  (Fig,  259/)  and  to  proliferation  and  hyperplasia  of  the 
connective  tissue  (ti  e);  in  view  of  the  latter  result  the  affection 
is  sometimes  described  as  proliferoua  nenritiB. 

When  the  process  has  continued  for  a  time  tlie  nerve-fibres  in 
the  parts  involved  are  found  to  have  wholly  flisappeared,  or  ait 
more  or  less  atrophic  (Fig.  259/),  while  the  connective  tissue  ia 
highly  cellular  and  increased  in  bulk. 


I 


tainlDg  &  blood-VtfsBul 


NRRVK-nSBBa. 

Mitler'i  fluid  oiid  alcohol,  'taintd  uilh  haemntoxyliii  and 

.  and  mounleil  in  Caniula  baUam  ;  x  ISO) 

hli-k  Wlirn  e     Itucttoylos  belvrpBd  the  nerTe-filircB 

/  thickened     en<l»lieDrium     wiili     small 
spaces  vacated  by  nerve-Gbru  anit  s 
few  fine  flbres  Htlll  pereUting 
g   bloud-veaael  cat  longitudlnaUy 


Tuberculous  neuiitlB  is  observed  most  frequently  in  the  roots 
of  the  cerebral  and  spinal  nerves,  and  is  usually  secondary  to  tuber- 
culous lucningitia  (I*'ig.  209).  This  form  of  neuritis  also  developes 
in  nerves  lying  close  to  tuberculous  lymph-glands  or  granuloma- 
tous foci  in  the  periosteum  or  the  tendon-sheaths.  Sometimes  the 
perineurium  and  the  epineurium  are  in  large  part  converted  into 
granulomatous  tissue,  which  later  on  becomes  caseous,  and  the 
endoneurium  of  the  separate  nerve-bundles  also  may  be  involved. 
In  other  cases  the  nerves  merely  undergo  fibroid  induration. 
Local  tuberculosis  limited  to  a  single  nerve  is  rare. 

Syphilitic  ueuritiB  is  observed  almost  exclusively  in  the  root« 
of  the  cerebral  and  spinal  nerves,  as  a  secondary  result  of  syphilitic 
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meningitis  (Fig.  210).  The  nerves  are  surrounded  and  permeated 
by  syphilitic  granulomatous  tissue,  and  subsequently  by  connective 
tissue.  The  result  is  destruction  of  a  greater  or  smaller  portion 
of  the  nerve,  with  peripheral  paralysis.  The  arteritis  which  ac- 
companies the  process,  and  causes  narrowing  and  occlusion  of  the 
nutrient  vessels  of  the  nerves,  is  also  apt  to  give  rise  to  degenera- 
tion in  them. 

Leprosy  very  oft«u  affects  the  nerves,  and  one  special  form  of 
the  disease  is  described  as  lepra  nervorum,  anaexthetica,  or  mutilans. 
The  settlement  of  the  lepra-baeillus  in  the  nerves  induces  cellular 
infiltration  and  proliferation,  and  these  give  rise  to  degeneration 
of  the  nerve-fibres  and  hyperplasia  of  the  connective  tissue,  leading 
to  the  formation  of  spindle-shaped  thickenings  of  considerable 
diameter.  The  diseased  tissue  contains  multitudes  of  leprit-bacilli, 
either  free  or  enclosed  in  cells. 

Inflammation  of  the  sympathetic  ganglia  and  fibres  induces 
changes  in  these  structures  similar  to  those  produced  in  the  spinal 
nerves.  Thus  tuberculous  caseation  of  the  suprarenal  capsules 
extending  to  the  surrounding  tissue  sometimes  leads  to  inflam- 
mation and  proliferation  in  the  solar  plexus  and  semilunar  ganglia, 
resulting  in  degeneration  of  the  fibres  and  ganglion -cells  of  the 
sympathetic.  So  too  tuberculous  disease  of  the  bones  of  the  ver- 
tebral column  is  apt  to  extend  to  the  sympathetic  nerves  and 
ganglia. 

In  leprosy  the  bacilli  penetrate  not  only  the  connective  tissue 
but  even  the  nerve-cells  of  the  affected  ganglia,  and  cause  them  to 
become  degenerate  and  perish  (Sudakewitsch). 

References  on  Traumatic.  Infective,  Toxic,  ami  Cachectic  Degenera- 
tion and  Inflammation  of  the  Nerves  (see  also  Art.  98  for 
references  on  degeneration  of  nerves  in  Tabes  dorsalis). 
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KEGEXEBATION  OF  NERVES 


132.  Wben  a  nerve  has  been  cut  thro(u:ti  at  any  point,  ngn- 
cratkn  begins  to  take  place  within  a  few  davs,  starting  from  tlie 
acTend  end  of  the  central  portion  which  is  stUl  connected  with  the 
nerre-celU.  It  commences  by  swelling  of  the  central  end  of  the  siU- 
cylinder,  which  then  grows  out  asd 
usually  subdindes.  In  this  wtj 
from  two  to  five,  or  sometimes  more 
(Fig.  261  ef),  fine  processes  grow 
out  from  the  axis-cylinder  (Fig, 
260  a  b  c),  which  is  still  suiTounded 
by  its  medullary  sheath  (Fig.  26l)[i). 
^ch  process  soon  becomes  enclwied 
in  a  medullary  sheath  of  its  own. 
and  then  is  capable  of  being  staiiifd 
by  Weigebt's  haematoxylin  method. 
The  rate  of  growth  of  these  new 
fibres,  according  to  Vaslaib,  a 
from  0-2  to  1-0  millimetre  a  dij. 
Aa  the  process  does  not  start  exactly 
at  the  point  of  section,  but  somevhit 
higher  up.  the  fine  processes  as  thej 
grow  outward  lie  at  first  within  the 
old  medullary  sheath  (Fig.  260  e  and 
Fig.  261  efy.  but  they  soon  eme^ 
from  it.  As  they  develope  into  com- 
plete nerve-fibres  they  receive  a  con- 
nective-tissue sheath  or  neurilemnuk, 
probably  derived  from  the  prolifer- 
ons  celk  of  the  old  ncurilemtna.  oi 
it  may  be  from  those  of  the  endo- 
Moiwd  fty  wcKEKT'a  >««^^    oeorium. 

lAraiij  trJi^Td  hiastt.  oW  In  the  case  Of  divided  neriesthivi 

».-^vf  i*  CmnoiM   hiiram:    |^^g  qq(  become  reunited,  gnuiuU- 

.     . ,  ^, . ^_^_,_.     tion-tissue  originating  from  the  eu- 

w-nn:  vvBi«  BSTc-fiWa    doDeonuiD,  epineuniuQ,   and   penr 
"is  formed  on  the  centii 
and  in  course  of  time    i^ 
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j^ranulations  develope  into  scar-tissue.     The  young  nerye-flbres 
jTOvr  into  the  scar-tisBue,  and  the  fibrous  extremity  is  thus  per- 
iraded  by  nerves  crossing  one  another  in  all  directions  (Fig.  262  6). 
By  their  rapid  development  they  not  uncom- 
nonly  give  rise  to  considerable  enUiigement 
)f  the  stump,  and  form  what  is  known  &s  an 
unpatatlonal  neoroma  (Fig.  262  i'} 

A  nerve-fibre  that  has  perished  from  any 
tind  of  injury,  such  as  compression  or  pos  n 
ing,  always  admits  of  regeneration  prov  ded 
that  the  nerve-cell  of  which  it  is  process 
remains  intact.  The  sprouting  of  the  ax  a 
Ejlinder  is  in  this  case  accomplish  d  witl  m 
ue  old  neurilemma,  and  the  new  ne  e  hbres 
may  reach  their  terminal  organ  ii  In  tl 
envelope;  hut  it  is  also  possible  foi  tl 
break  through  the  old  neurilemma       I  ] 

their  termination  by  traversing  the       I 
rium  of  the  nerve-bundle,  or  even  tl  e  e[ 
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b  ndles  ot  Dewly  lonned  nerve- 

□ewly-tonned  fibres  together  with 
the  remains  of  the  old  flbre  iritb* 
In  the  Eame  medullary  sheath 
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neurium  of  the  nerve-trunk.    When  the  fibres  have  once  reaclieA 
the  terminal  organ  they  subdivide  into  the  special  ramificati(>x\& 
characteristic  of  the  nerve.    The  manner  in  which  connexion  with 
the  terminal  organ  is  established  is  not  yet  precisely  determinti'  i. 
According  to  Gessler,  Galeotti,  and  Levi,  the  nerve-tissue      of 
the  motor  endings  in  the  muscles  is  regenerated  in  situ. 

If  the  ends  of  a  severed  nerve  are  brought  together,  union  U 
effected  in  the  first  place  by  the  production  of  granulations  a^^d 
then  by  the  formation  of  connective  tissue.  The  nerve-fibres  in 
the  central  end  grow  through  the  newly-formed  connective  tis^  mq 
and  so  reach  the  peripheral  end  ;  some  of  them  thus  become  ag^^in 
connected  with  their  terminal  organs,  traversing  in  their  course  t  he 
old  neurilemmata,  or  it  may  be  the  endoneurium  or  epineuriuB^ui. 
Many  fibres  however  pass  out  from  the  uniting  cicatrix,  or  fr^cDm 
the  nerve  at  some  point  beyond  it,  into  the  surrounding  tis^xie, 
and  so  fail  to  reach  their  proper  terminations.  When  the  coim.  xse 
the  nerves  have  to  traverse  in  order  to  reach  the  terminal  origan 
is  a  long  one,  several  months  may  pass  before  the  structure  c^Lon- 
cemed  is  supplied  with  its  proper  number  of  nerve-endings. 
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TtmOUKS  OP  NERVES 


133.  The  majority  of  the  tnmonrB  occurring  in  the  nerves 
Jid  ganglia  originate  in  the  fibroua  structures,  and  consist  chiefly 
if  some  kind  of  connective  tissue,  the  nerve-fibres  themselveB 
aking  little  or  no  part  in  their  development, 

In  the  case  of  simple  nerves  fibromata  start  as  a  rule  in  the 
ndoneurium  (Fig.  263  a),  and  tend  to  spread  chiefly  on  the 
sterior  (4  d),  though  the  internal  parts  may  also  be  invaded  (c), 
rhua  the  nerve-fibres  in  some  cases  lie  axially  in  the  growth  and 
lto  surrounded  by  proliferous  connective  tissue  (6) ;  in  other  cases 
hey  are  forced  asunder  by  the  intrusion  of  the  latter  (c). 


Fia.3e3. 
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TUMOURS   OP  N8RVES 
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In  compound  nerves  (Fig.  264)  the  fibrous  hyperplasia  Jisuallr 
begins  in  the  endoneurium  of  the  several  nerve-bundles  (rf  *  /). 
but  may  extend  to  the  perineurium  of  the  bundles,  and  to  liit 
epineurial  septa  (&)  between  them.  The  nerve-fibres  generally 
become  atrophic  as  the  hyperplasia  extends ;  but  they  may  also 
undergo  proliferation  and  increase  in  number  with  the  growtii  cf 
the  tumour.  The  tumour  in  such  cases  might  be  called  a  nen- 
romai  or  more  correctly  a  neurofibroma. 


I 
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■  These  fibromata  and  neurofibromata  are  usually  multijde.  In 
rare  cases  they  develope  in  large  numbers  in  all  the  peripheral 
nerves,  but  they  are  more  commonly  limited  to  a  few.  They  are 
sometimes  seated  in  the  course  of  the  nerve -trunks,  sometimes  on 
the  finer  branches  ;  in  the  latter  ease  they  are  most  apt  to  impli- 
cate the  smaller  cutaueous  nerves.  They  tjike  the  form  of  soft 
nodes,  varying  greatly  in  size,  and  are  generally  described  as 
multiple  cutaneous  fibromata,  and  classed  with  the  soft  fibro- 
mata or  fibroma  molloscnm.  Fibromata  of  tlie  finer  branches 
may  be  combined  with  the  like  formations  in  the  nerve-trunks, 
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ind  the  nerves  are  often  at  the  aame  time  difFuselj  thickened  by 
fibrous  hyperplasia.  The  individual  nodes  are  sometimes  so  small 
that  they  can  be  detected  only  with  the  microscope,  sometimes  so 
large  (Fig.  266  6)  as  to  form  growths  of  very  considerable  size. 
They  consist  usually  of  cellular  fibrous  tissue,  but  firmer  growths 
with  fewer  cells  are  also  met  with. 

Isolated  fibromata  usually  form  tumours  that  are  well  defined 
from  the  surrounding  tissue.  Sometimes,  however,  they  form  a 
convoluted  and  tortuous  plexus  of  varying  extent,  made  up  of 
thickened  nerves  with  fusiform  and  nodose  swellings  (Fig.  265)  ; 
this  is  described  as  a  pampiniform  (Bbuns)  or  plexUonu  (Veb- 


Vra.  3BS.    Plbxitobk  . 

<-4/t«r  «  cbvuing  bv  P.  BBiraa :  iiatural 

imeovered,  at  b  atill 


the  nodoae  and  convoluted  plexu*  it  at  » 


^XxkutL)  nenroma.  It  is  met  with  both  on  the  spinal  and  on  the 
<:%rebral  nerves,  and  most  frequently  in  the  skin  and  subcutaneous 
'tissue.  When  well  developed  it  gives  rise  in  some  instances  to 
XsLTge  puffy  lobulated  and  folded  thickenings  of  the  skin  (Fig. 
266  o),  in  other  cases  to  ill-defined  nodose  growths,  which  are 
x^garded  as  of  the  nature  of  elephantiasis,  and  are  accordingly 
described  as  neuromatous  elephantiasis  or  pachydermia  (Art.  169). 
The  development  of  both  multiple  and  plexiform  neurofibro- 
mata  ie  dependent  on  some  peculiarity  of  embryonic  structure, 
"^rluch  even  in  childhood  often  gives  rise  to  growths  of  sensible 
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size.     They  are  accordingly  apt  to  be  hereditary,  and  to  recur  in 
particular  families. 

Sarcomata,  myzomata,  and  lipomata  of  the  nerves  appeal 
as  fusiform  or  nodoBe  tumours,  and  like  the  fibromata  develo^e 
from  the  connective  tissue.  They  are  however  very  much  l^sga 
common  than  the  multiple  fibromata,  and  are  usually  single.  ^n 
somewhat  rare  cases  fibromata  undergo  sarcomatous  transforar-ia- 
tion  (Westphalex),  and  they  then  give  rise  to  metasta-  ^c 
growths. 
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CHAPTER  L 


INTRODUCTORY 


134.  The  skin  is  a  structure  which  not  only  fulfils  the  passive 
office  of  covering  and  protecting  the  organism  in  general,  but  also 
performs  certain  active  physiological  functions  of  a  special  kind. 
It  serves  as  an  organ  of  touch,  as  a  regulator  of  the  body-tem- 
perature, as  a  secretory  organ  with  definite  secretions,  and  as  a 
respiratory  organ  in  so  far  as  it  takes  part  in  the  adjustment  of 
the  gaseous  interchanges  between  the  body  and  the  external  air. 
In  accordance  with  the  nature  of  its  physiological  functions  it  is 
in  intimate  relation  with  the  tissues  of  the  organism  on  the  one 
hand,  and  with  the  external  environment  on  the  other.  Thus  no 
other  organ  in  the  body  has  so  many  different  tasks  to  perform, 
and  none  is  so  constantly  exposed  to  extraneous  influences. 

Its  close  relations  with  the  rest  of  the  body  and  ^vith  the  outer 
world  sufficiently  account  for  the  fact  that  the  skin  is  especially 
liable  to  disease  and  injury.  When  a  disease  of  the  skin  is 
caused  by  the  injurious  action  of  mechanical,  thermal,  or  chemical 
agents,  or  by  parasites  coming  from  without,  the  disease  is  de- 
scribed as  idiopathic.  On  the  other  hand,  the  term  symptomatic 
is  applied  to  cutaneous  affections  that  appear  as  concomitants  or 
consequences  of  other  disorders,  such  as  changes  in  the  blood  or 
lymph,  or  morbid  conditions  in  other  parts  like  the  heart,  liver, 
kidneys,  genital  organs,  nervous  system,  etc.  A  further  group, 
including  such  affections  of  the  skin  as  are  referable  to  anomalies 
of  development,  might  be  described  as  developmental  diseases. 
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CHAPTER  LI 


DISORDERS  OF  CIRCULATION 


135  The  amount  of  blood  circulating  in  the  skin  vanes 
greatly  even  under  physiological  conditions,  and  ite  pathological 
variations  are  equally  remarkable  They  are  bable  to  be  caused 
by  local  vascular  and  textural  changes,  and  in  particular  by  vaao- 


Fio.  sei.   A 

{Section  through  the  natal  ikin ;  jnrparalion  hardrned  in  MuUti't  fluid,  stained  with 

haematoxvlin  and  eoniii :  x  25) 
a   coriam,  In  parts  ilightly  Infiltrated  with      «     excretory  ducts  of  tbe  eebaceona  elands 
cells  dlstenneai  with  horny  cells  and  t>BC- 

i    epidennis  tens  (stxlned  black) 

c    sebaceoDB  gland  /     Drmodti  /olliculorum  in  tbe  duct  of  ft 

d    cebiceoiu  gland  with  epithelial  scalas  BsbaceouB  eland 

g    dilated  blood-veBsels 
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motor  disturbances,  as  in  the  hyperaemia  accompanying  neuralgia 
or  injury  to  the  cutaneous  nerves. 

Hyperaemia  of  the  skin  may  be  diffuse  or  circumscribed,  and 
gives  rise  to  a  reddening  of  the  skin  that  disappears  imder  the 
pressure  of  the  finger.  The  tint  varies  from  pale  pink  to  the 
dark  livid  purple  of  cyanosis.  The  excess  of  blood  is  limited 
almost  entirely  to  the  upper  strata  of  the  corium,  and  to  the 
papillary  layer  in  particular. 

Spots  of  hyperaemia  when  small  constitute  roseola;  when 
large  and  diffuse  erythema  Sometimes  the  hyperaemic  parts 
are  also  notably  swollen,  and  independently  of  the  distension  of 
the  blood-vessels  the  tissues  are  saturated  with  transuded  liquid; 
this  occurs  in  inflammatory  oedema  When  tlie  hyperaemia 
persists  for  a  time,  the  epidermis  is  loosened  and  shed,  and 
we  have  desquamatioii ;  after  the  hyperaemia  has  disappeared, 
especially  if  it  has  histed  for  some  time  or  has  frequently  re- 
curred, a  certain  amount  of  pigmentary  discoloratioii  remains, 
due  to  the  transformation  of  the  extra vasated  red  corpuscles  into 
pigment.  After  death  simple  hyperaemia  usually  leaves  no  trace 
on  the  skin. 

Engorgement  or  passive  hj^eraemia  generally  gives  rise  to 
ill-defined  bluish-red  blotches.  A  small  spot  is  called  a  livor  or 
livedo,  a  more  diffuse  lividity  constitutes  cyanosis. 

Acne  rosacea  is  characterised  by  deep-red  spots,  nodules, 
and  tuberosities  containing  dilated  blood-vessels,  which  develope 
slowly  over  the  surface  of  the  nose  and  cheeks.  Its  growth  is  due 
to  long-continued  distension  of  the  blood-vessels  (Fig.  267 j), 
combined  with  enlargement  of  the  sebaceous  glands  (c)  and  dila- 
tation of  their  excretory  ducts  by  retained  secretion  (e).  The 
excretory  ducts  sometimes  harbour  a  Demodex  folliculorum  (/), 
which  perhaps  keeps  up  the  chronic  condition  of  irritation.  The 
parts  about  the  gland  are  apt  to  be  infiamed. 

Anaemia  of  the  skin  is  manifested  by  its  abnormal  paleness, 
and  is  general  or  local.  It  may  be  due  to  direct  external  influ- 
ences, to  stimulation  of  the  vaso-constrictor  nerves,  or  to  general 
anaemia. 

Oedema  of  the  skin,  that  is  to  say  saturation  of  its  tissue  with 
serous  liquid,  is  due  either  to  engorgement  of  the  veins  or  hm- 
phatics,  or  to  increased  permeability  of  the  walls  of  the  arterioles. 
Oedematous  skin  is  thick  and  puffy,  and  liquid  runs  from  it  when 
it  is  cut ;  in  extreme  cases  the  epidermis  rises  in  blisters  or  blebs 
from  the  papillary  layer. 

Active  or  congestive  hyperaemia  is  not  always  easy  to  distinguiflh  from 
inflammation,  into  which  it  often  passes  as  a  second  stage.  The  idiopathic 
erythemata  arising  from  mechanical  injury,  heat,  etc.,  and  the  symptomttie 
rashes,  such  as  those  accompanying  infantile  dentition  and  diphtherit,  ire 
usually  accompanied  by  a  certam  amount  of  inflammatory  exudatioD,  mort 
especially  in  the  case  of  the  idiopathic  forms. 
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136.  Recent  haemorrhages  into  the  skin  give  rise  to  red 
stains  which  do  not  disappear  when  pressed  with  the  finger. 
Small  irregular  specks  from  the  size  of  a  millet-seed  to  that  of  a 
lentil  are  called  petechiae.  Vibices  are  small  elongated  simple 
or  ramified  streaks,  and  still  larger  irregularly-shaped  stains  are 
called  ecchyxnoses. 

When  the  haemorrhage  gives  rise  to  a  nodular  or  papular 
unevenness  of  the  skin  it  is  called  lichen  haemorrhagicus  or 
purpura  papulosa.  When  the  extravasated  blood  is  collected 
into  a  tumour  or  raised  swelling  this  latter  is  described  as  ecchy- 
moma  or  haematoma;  when  it  raises  the  epidermis  into  a  large 
vesicle  or  bleb  the  result  is  a  haemorrhagic  bulla  or  blood- 
blister. 

The  seat  of  haemorrhage  varies ;  usually  it  is  in  the  papillary 
layer  and  corium,  and  thence  the  extravasated  blood  passes  up 
under  the  epidermis,  and  either  raises  it  from  the  underlying 
layers  or  penetrates  among  its  cells.  If  the  blood  gains  entrance 
to  the  sweat-glands  and  escapes  through  their  ducts  we  have 
haematidrosis  or  bloody  sweat. 

In  cutaneous  haemorrhages  the  changes  passed  through  by  the 
colouring  matter  of  the  extravasated  blood  may  be  followed  in 
part  by  the  naked  eye.  The  bright  red  of  recent  blood  passes 
through  bluish-red  and  yellowish-green  into  brown.  After  a  time 
the  discoloration  disappears  as  the  pigment  is  absorbed,  and  the 
altered  blood  which  has  penetrated  between  the  epidermal  cells 
comes  to  the  surface  and  is  shed  with  them  by  the  process  of 
normal  desquamation. 

According  to  their  mode  of  origin  cutaneous  haemorrhages 
are  distinguished  as  idiopathic  or  symptomatic.  Spontaneous  as 
distinguished  from  traumatic  haemorrliages  are  usually  grouped 
together  under  the  general  name  of  purpura. 

Spontaneous  purpuric  haemorrhages  are  either  symptoms  or  secondary 
consetiuences  of  certain  general  affections,  some  of  which  are  at  present  but 
little  understood.  The  haemorrhages  that  accompany  some  forms  of  small-pox 
(variola  haemorrhagica  or  purpura  variolosa)  are  occasionally  very  exten- 
sive. They  begin  as  small  specks,  without  any  definite  arrangement,  and  in  a 
few  hours*  expand  and  coalesce  into  gi'eat  blood-stained  patches.  Plague, 
snake-bites,  septicaemia,  scarlatina,  endocarditis,  and  other  infective  and  tox- 
aeinic  conditions  are  often  accompanied  by  cutaneous  haemorrhages  in  the 
form  of  petechial  or  livid  spots,  due  to  changes  in  the  blood  or  in  the  vessel- 
walls,  or  occasionally  to  embolic  lodgments  of  bacteria  in  the  arterioles  of  the 
skin. 

Purpura  or  peliosis  rheumatica  is  a  peculiar  affection  which  sets  in  with 
or  without  slight  febrile  symptoms,  and  with  pains  in  the  knees  and  ankles, 
followed  by  the  appearance  of  large  and  small  cutaneous  haemorrhages  about 
the  knees.  In  purpura  simplex  and  purpura  haemorrhagica  (morbus  macvr 
loifus  Werlhofii)  cutaneous  haemorrhages  make  their  appearance  in  various  parts 
of  the  body,  accompanied  by  fever  and  general  depression.  In  the  latter  affec- 
tion the  haemorrhagic  patches  may  be  as  large  as  the  palm  of  the  hand,  and 
copious  bleeding  from  the  mouth,  nose,  and  throat  occasionally  ensues.  The 
t^aemorrhages  in  scurvy  or  purpura  scorbutica  are  a  very  marked  feature. 


494  DISORDERS   OF   CIRCULATION  [CHAP.  U 

and  occur  in  the  skin  and  the  subcutaneous  tissue  as  well  as  in  the  gunui. 
The  cause  of  all  these  affections  is  unknown ;  probably  they  are  due  to  infective 
or  toxaemic  agencies  ( W.  Koch)  . 

The  lower  limbs  of  aged  persons,  whose  vascular  system  is  in  a  state  of 
atheromatous  dec^eneration,  are  very  frequently  covered  with  haemorrhagic 
spots.  This  condition  is  called  purpura  aenilia,  and  results  from  disturbance 
of  the  circulation . 

The  stigmata,  or  spontaneous  haemorrhages  from  the  skin,  which  in  some 
patients  and  especially  in  hysterical  women  appear  as  the  result  of  nervous 
excitation,  and  are  often  regarded  as  uiiraculous,  might  be  described  as  neuro- 
pathic haemorrhages. 
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CHAPTER  LII 


PIGMENTARY  DISORDERS 


137.  DiscolorationB  of  the  skin  may  be  diffuse  or  circum- 
scribed. They  are  due  either  to  an  increase  of  the  natural 
pigment  of  the  rete  Malpighii  and  corium,  or  to  deposition  of 
pigment  derived  from  the  blood  or  bile  or  from  extraneous 
matters  introduced  into  the  system. 

One  kind  of  local  morbid  pigmentation  is  congenital,  or  at 
least  has  some  congenital  basis ;  in  the  latter  case  it  usually 
appears  in  early  life.  Of  this  nature  are  the  varieties  described 
as  pigmented  moles  (naevi  pigment osi)^  freckles,  sun-spots,  and 
xanthelasma. 

Naevi  pigmentosi,  or  moles,  are  congenital,  and  take  the 
form  of  spots  of  various  sizes ;  they  are  light-brown  to  dark- 
brown  or  black  in  colour.  When  smooth  and  level  with  the  skin 
a  mole  is  termed  naevus  spilus^  when  rough  and  warty  naevtcs 
prominena^  or  naevus  verrucosus^  and  when  beset  with  hair  naevus 
pilosus.  The  epidermis  covering  a  mole  is  usually  of  normal 
thickness,  and  but  rarely  hypertrophic. 

Freckles  (lentigines)  appear  at  various  ages  during  childhood, 
and  form  yellowish  to  blackish-brown  sharply-defined  specks  from 
the  size  of  a  pin's  head  to  that  of  a  pea,  and  closely  resembling 
small  naevi.  They  have  no  special  seat  of  preference,  and  when 
once  produced  they  persist  throughout  life. 

Sun-spots  Qephelides^  are  composed  of  irregular  and  jagged 
light-brown  smooth  specks,  that  generally  appear  in  early  life, 
most  commonly  between  the  fourth  and  the  eighth  year,  upon  the 
face,  hands,  and  arms,  and  rarely  in  other  portions  of  the  body. 
They  either  persist  for  life  or  gradually  disappear  after  a  time. 
The  development  of  the  pigment  is  favoured  by  the  action  of 
sunlight. 

Xanthelasma  or  xanthoma  occurs  as  sulphur-yeUow  and 
brownish-yellow  spots,  which  are  either  level  with  the  skin 
(xanthelasma  planum^  or  raised  above  it  in  nodular  excrescences 
(xanthelasma  tuberosum^.  The  spots  are  commonest  about  the 
eye-lid,  and  seldom  appear  in  other  places. 

All  these  forms  possess  a  peculiar  cellular  structure,  and  are 
therefore  reckoned  among  the  neoplasms  of  the  skin  (Art.  168) 
that  are  referable  to  congenital  conditions. 
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A  second  variety  of  morbid  pigmentation  evidently  depends 
on  certain  physiological  or  pathological  conditions  of  the  bodj-. 
Thus  women  who  are  pregnant  or  are  suffering  from  uterine  dis- 
ease frequently  exhibit  pigmentation  of  the  forehead,  templar 
cheeks,  mammnry  areolae,  and  other  parts,  iji  the  form  of  brown 
spots  of  differvut  sizes,  which  tend  to  liecome  confluent  or  encla« 
within  tlieiu  lighter  areas.  Such  discolorations  are  described  as 
nterine  chloasma;  they  are  doubtless  related  to  special  con- 
ditions of  tlie  reproductive  organs,  as  they  generally  disappear 
with  pregnancy,  or  after  the  cure  of  the  primary  uterine  affection. 

In  patients  suffering  from  wasting  diseases,  sueh  as  phtliistfi. 
brownish  pigmentation  of  tiie  skin  is  of  frequent  occurrence,  tlie 
condition  being  terinnl  chloasma  cachecti coram. 

In  Addison's  disease,  \iiih  iliu  niistjt  111"  tin-  j'(.-i;uliar  cachexia 
the  skin  assunica  a  ilitViisu  ilark-broivn  or  bn.'rizu-Uke  hue  (^cutu 
aenea'),  particularly  about  the  face,  neck,  hands,  nipples,  and 
genitals.  Darker  and  more  sharply  defined  spots  are  simultane- 
ously produced  in  the  skin,  and  in  the  mucous  membranes  of  the 
mouth  and  throat  grey  patches  sometimes  appear.  The  discolor- 
ation is  usually  associated  with  a  characteristic  degeneration  of 
the  suprarenal  bodies,  these  organs  being  in  general  tubercidous. 

A  tliird  kind  of  cutaneous  pigmentation  is  due  to  loonl 
damage  from  thermal,  chemical,  or  traumatic  causes,  or  is  due 
to  disease  of  tlie  skin  itself.  Thus  by  the  action  of  strong  sun- 
light the  akin  is  apt  to  be  more  or  less  burned,  and  the  discolor- 
ation thereby  produced  (chloasma  caloricnin)  may  last  for  some 
time.  Slight  and  repeated  injuries,  such  as  those  caused  l>v  para- 
sites or  bv  scratching,  often  leave  pigmented  spots  (^chloasma 
tranmaticiim).  Mustard -plasters,  cantharides,  iodiue,  chrysu- 
robiu,  and  tlic  like,  wlien  applied  to  the  skin  are  liable  to  produce 
stains  (chloasma  toxicum)  that  usually  disappear  after  a  cer- 
tain lengtli  of  time,  but  occasionally  last  for  life. 

The  yellow  and  brown  pigmentation  appearing  after  cutaneous 
haemorrhages  is  caused  by  the  deposition  partly  of  haematoidin 
and  partly  of  haemosiderin. 

Ictems  or  jaundice  leads  to  yellowish,  yellowish-green,  or 
olive-coloured  staining  of  the  skin  by  the  bile-pigments.  In 
Brgyzia,  due  to  the  continued  ingestion  of  silver-salts,  the  depo- 
sition of  particles  of  reduced  silver  in  the  corium  gives  it  a  tint 
varying  from  slate-colour  to  dark-brown.  In  tattooing  various 
insoluble  colouring-matters  are  incorporated  into  the  coriunu  and 
there  remain. 

138.  The  term  pigmentary  atrophy  {leucopathia  or  ackroma') 
refers  to  conditions  in  which  the  normal  pigment  of  the  skin  is 
deficient  or  absent.  The  congenital  variety  (hiicopathia  eongan- 
ita)  is  called  albinism;  the  acquired  form  (Jeueapaihxa  aequitita) 
is  called  vitiligo.  i 

In  the  condition  known  as  total  or  genund  albinism  the  nori 
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nentB  of  the  body  are  absent  from  birth.  The  affected  per- 
i,  who  are  called  albinos,  have  a  milk-white  pinkish  translucent 
1 ;  their  hair  is  yellowish-white  and  silky  ;  the  iris  and  choroid 
uncoloured.  and  therefore  show  the  red  tint  of  the  blood  they 
tain.  Albinism  is  not 
f  common  among  Euro- 
is,  but  it  is  more  frequent 
<ng  negriies. 

Partial  albinism,  that  is, 
:ial  congenital  deficiency 
pigmentation,  is  rare 
ng  Europeans,  though 
ly  eases  have  been  ol»- 
ed  in  which  the  skin 
lained  congenital  white 
rhes.  According  to  Se- 
iOHH  ami  yTRICKER,  this 
iiialy  is  sometimes  hered- 

Vltiligo  is  characterise<l 
the    ajijiearauce    in    the 

I  of  white  unpigmented 
rhes,  usually  surrounded 
a  zone  of  increased  i>ig- 
itatiou.  The  patches  ap- 
:  as  a  rule  in  early  life. 
e times  as  a  sequela  of 
ctive  disease,  and  they 
often  symmetrically  dis- 
uted  (Fig.  2G8). 
[laving  reached  a  certain 
they  tend  to  remain  un- 
iged ;  but  they  some- 
is  increase  in  size  and 
esce,  so  that  ultimately 
.rge  portion  of   the  sur- 

of  the  body  is  deprived 
lignu-nt.  the  latter  beeoni- 
concentrated    within    n 

II  space.  Hairs  growinj,' 
the  decolorised  pattlies 
niie   white    (^poliogis    eir- 

scripta).  ti       nn     imjuik   utiuui 

riie  aetiology  of  vitiligo  ,  i,,^^  ,pi  i  jr  /A(yMl^<H) 

ot  knoAni.      Among  the 

3  in  Turkestan  the  affection  is  endemic  (Minch).  The  hjsto- 
cal  change  consists  simply  in  the  disappearance  of  the  normal 
nent  in  the  decolorised  areii,  while  around  it  the  i>igmcnt  of 
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the  corium  is  increased.  Leloir  is  of  the  opinion  that  the 
anomalous  distribution  of  pigment  is  referable  to  nervous  influ- 
ences. 

Local  acquired  leucopathia  may  result  from  cutaneous  inflani- 
mations,  such  as  those  accompanying  furunculosis,  eczema,  lupus, 
leprosy,  and  syphilis.  In  the  white  patches  thus  produced  the 
skin  is  sometimes  smooth,  sometimes  scar-like,  while  round  about 
them  the  natural  pigmentation  is  often  increased. 

The  disappearance  of  the  colouring-matter  from  a  pigmented 
spot  is  due  either  to  its  removal  into  other  parts  of  the  skin  or 
into  the  lymph-glands,  or  to  desquamation  of  the  pigmented  epi- 
dermal cells  with  imperfect  reproduction  of  the  pigment. 

According  to  Minch,  vitiligo  is  somewhat  widely  distributed  in  Turkes- 
tan, and  is  considered  contagious  by  the  Sarts.  Affected  persons  are  accord- 
ingly segregated,  and  kept  with  the  lepers  within  special  enclosures.  The 
disease  is  called  by  them  pyez.  It  is  probable  that  endemic  vitiligo  has  often 
been  confused  with  macular  leprosy  by  writera  who  have  descril:^  it  as  the 
•  white  leprosy '  of  the  Hebrews. 
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Behrend:  Art,  Leukopathia  Evdenburg's  Realencyklop.  1887;  Canities  ilndm 

3rd  edition  1894 
Beigel:  Albinismus  partialis.  Vitiligo,  ti.  Nigrismus  Dresden  1884 
Ehrmann:  Anomalies  of  pigmentation  Allg,  Wien.  med.  Zeit,  35  1890:  Cuta- 
neous decoloration  due  to  syphilides  A,  f.  Derm,  (supplement  ii)  1891 
Falkenheim  :  Anomalies  of  cutaneous  decoloration  V,  f.  Derm,  xv  1888 
Jadassohn  :  Transference  of  cutaneous  pigment  A,  f,  t>erm.  1892  (p.  462) 
Kaposi  :  Pathogenesis  of  pigmentation  and  decoloration  Wien.  med,  Preae  22 

1891 
Landois  :  Sudden  whitening  of  the  hair  V,  A .  35  1866 
Lebrun  :  Vitiligo  of  nervous  origin  Thhe  Lille  1886 
Leloir  :  Cutaneous  affections  of  trophic  origin  A,  de  physiol,  1881 
Marc  :  Pathogenesis  of  vitiligo  V,  A,  136  1894 
Minch:   Prokaza  (Lepra  arabum)  na  yuge  Rossii  (Leprosy  and  vitiligo  in 

Southern  Russia)  Kiev  1884-86 
PoELCHEN :  Vitiligo  syphilitica  V.  A ,  107  1887 
ScHMORL :  Transference  of  pigment  Cent.  /,  allg.  Path,  v  1894 


ART.  139]  SEBACEOUS  CYSTS  499 


CHAPTER  LIII 


ATROPHY  OF  THE  SKIN 


139.  Simple  atrophy  implies  a  loss  of  substance  in  the 
several  constituents  of  the  skin,  generally  in  connexion  with  some 
change  in  their  structure.  It  may  be  local  or  extended  diffusely 
over  large  areas,  and  is  sometimes  a  primary,  sometimes  a  second- 
ary condition. 

In  the  physiological  retrogression  of  old  age,  or  senile  atrophy, 
certain  textural  changes  take  place  in  the  skin,  and  these  occasion- 
ally become  very  highly  marked.  The  skin  becomes  thinner,  and 
the  papillae  are  depressed.  In  some  spots  where  the  papillae  are 
not  large  they  disappear  entirely.  The  fibrous  fasciculi  of  the 
corium  become  more  and  more  scanty,  while  the  elastic  fibres  are 
retracted  and  undergo  hyaline  degeneration  (Schmidt),  which 
leads  to  their  swelling  up  and  to  their  ultimate  disintegration. 

The  vessels  of  the  skin  are  here  and  there  obliterated,  so  that 
in  an  injected  preparation  the  close  vascular  network  seen  under 
normal  conditions  is  lost.  Deposition  of  pigment,  in  the  form  of 
yellowish-brown  or  dark- brown  granules,  often  takes  place,  the 
granules  lying  either  in  the  cells  of  the  rete  or  around  the  vessels 
of  the  corium.  The  changes  in  the  cutis  are  accompanied  by 
corresponding  changes  in  the  epidermal  elements.  The  softer 
strata  of  the  epidermis  become  thinned  out,  so  that  the  homy 
layer  is  separated  from  the  papillae  only  by  a  few  layers  of  cells. 
The  horny  layer  itself  is  dry  and  brittle,  and  often  scaly.  Here 
and  there  aggregations  of  epidermal  scales  take  place,  forming 
whitish  patclies  of  various  sizes,  and  constituting  the  condition 
known  as  pityriasis  simplex.  • 

In  hairy  parts  the  hairs  fall  out  and  are  not  renewed,  the  hair- 
follicles  either  being  empty  (Fig.  269  d),  or  containing  only  lanu- 
ginous  or  downy  filaments  (<?).  The  hair-follicles  themselves 
(c  d  e)  are  notably  diminished  in  size,  and  their  openings  are  not 
infrequently  closed  (c)  by  proliferous  epithelial  scales,  so  that  the 
downy  hairs  they  enclose  do  not  reach  the  surface.  If  new  hairs 
(A)  continue  to  be  produced  within  the  follicles,  small  C3rsts  (^) 
are  formed,  which  contain  a  large  number  of  minute  hairs. 

The  hair-follicle,  or  the  excretory  duct  of  a  sebaceous  gland 
opening  into  it,  may  become  distended  by  an  accumulation  of  the 
sebaceous  secretion.     This  gives  rise  to  a  somewhat  large  cyst 
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(atheroma  or  ^ren),  filled  with  sebaceous  matter  and  epidermal 
scales,  or  in  some  cases  with  minute  hairs  (^),  which  as  it 
grows  forces  the  li air- follicle  (A)  out  of  its  place.  As  the  hair- 
follicles  perish  the  sebaceous  glands  (/  e)  generally  become 
reduced  in  size,  and  finally  disappear  entirely.  The  sweat-glands 
on  the  other  lianil  are  not  perceptibly  altered. 

Marasiulc  or  cachectic  atrophy  of  the  skin  occurs  in  patients 
affected  with  wasting  diseases,  in  whom  the  subcutaneous  fat  dis- 
appears, as  in  chronic  tuberculosis.  Such  atrophy  often  gives 
rise  to  desquamation  of  the  epidermis  in  the  form  of  scales 
(pityriasiB  tabescentimii) . 
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Linear  atrophy  from  over-distension  is  generally  the  result  of 
the  excL'ssive  stretching  of  the  abdominal  walls  and  adjacent  (arts 
of  the  skin  by  the  pregnant  uterus,  but  tlie  like  may  result  in  tlie 
abdomen  or  elsewhere  from  tlie  growth  of  tumours  or  the  accuniu- 
lation  of  liquid  beneath  the  skin.  Streaks  appear  in  the  distended 
jiarts  that  at  first  are  reddish  in  tint,  and  afterwards  become  white 
and  lustrous  {Ihieae  alhicantes).  Within  these  streaks  the  papillae 
are  flatteneil  or  entirely  effaced.  The  fibrous  fasciculi  of  the 
coriiim  are  stretched  into  parallelism,  and  are  no  longer  interlaced 
and  felted  together  (Lange),  while  the  elastic  fibres  are  remark* 
ably  <liininis1ied  in  number :   the  persistent  stretching  in  fact  in- 
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duces  atrophy  of  the  elastic  fibres  and  obliteration  of  the  vessels 

(TUOISIER   and  MiN^TRIER). 

Cutaneous  atrophy,  with  desquamation  of  the  epideimis, 
exfoliation  of  the  nails,  abnormal  distribution  of  the  pigment 
in  brown  and  white  patches,  and  wasting  of  the  glands  and 
hair-follicles,  is  an  occasional  sequela  of  certain  affections  of  the 
nerves,  as  in  anaesthetic  leprosy.  After  wounds  and  injuries  of 
the  peripheral  nerves,  the  skin  of  the  paralysed  parts  often 
becomes  smooth,  shining,  and  attenuated.  Excoriation,  and  at 
a  later  stage  inflammation,  are  easily  induced.  The  nails  become 
curved  and  fissured  and  the  hair  falls  out  and  loses  its  colour. 
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CHAPTER  LIV 


INFLAMMATORY  AND  PARASITIC   DISORDERS 

140.  The  ezciting  causes  of  inflammations  in  the  skin  are 
extremely  various  in  their  nature,  and  act  in  many  different  ways. 
Thus  diverse  kinds  of  mechanical  injuries,  such  as  blows,  knocks, 
pricks,  continuous  pressure,  rubbing,  scratching,  etc.,  give  rise  to 
different  forms  of  inflammation,  according  to  their  mode  of  action. 

To  these  must  be  added  all  the  various  forms  of  contamina- 
tion of  the  skin,  which  either  act  as  direct  irritants,  or  by  block- 
ing up  the  ducts  of  the  sebaceous  and  sudoriparous  glands  and 
the  hair-follicles,  and  so  alter  the  superficial  layers  of  the  epider- 
mis and  the  cutaneous  secretions  as  to  interfere  with  the  functions 
of  the  skin.  Inadequate  cleanliness  often  gives  rise  to  itching, 
from  irritation  of  the  sensory  nerves,  and  the  scratching  that  is 
thereby  induced  increases  the  intensity  of  the  irritation. 

Abnormal  chilling  and  heating  of  the  skin  are  still  more  com- 
mon causes  of  inflammation.  Frequently-recurring  changes  of 
the  surrounding  temperature,  or  the  application  of  intense  cold 
or  heat  for  a  short  time,  produce  the  same  effect  as  changes  of 
less  degree  continuing  for  a  longer  period. 

The  skin  is  peculiarly  subject  to  the  influence  of  irritating  and 
corrosive  chemical  substances,  many  of  which  set  up  inflamma- 
tions that  are  more  or  less  severe. 

Various  inflammatory  affections  of  the  skin  are  induced  by 
the  settlement  in  it  of  vegetable  or  animal  parasites,  which  either 
reach  it  from  without  or  are  brought  to  it  by  the  circulation. 

Irritation  of  the  nerves  frequently  leads,  in  a  reflex  manner, 
to  congestive  hyperaemia  of  the  skin,  and  sometimes  also  to  inflam- 
matory exudation.  Diseases  of  the  central  and  peripheral  nervous 
system  often  disturb  the  nutrition  of  the  skin,  and  occasionally 
give  rise  to  inflammatory  affections. 

Cutaneous  anaesthesia  renders  the  skin  liable  to  injury  of 
various  kinds,  and  these  are  apt  to  result  in  traumatic  inflam- 
mation. A  disease  of  the  nervous  system  that  is  associated  with 
itching  or  formication  may  moreover  expose  the  skin  to  mechan- 
ical irritation  by  the  scratching  it  excites. 

The  susceptibility  of  the  skin  to  the  above-named  forms  of 
injury  varies  greatly  in  different  persons.  Thus  a  given  injury 
may  be  without  effect  in  one  case,  while  in  another  it  sets  up 
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more  or  less  intense  inflammation  of  the  skin.  Many  persons,  for 
example,  can  wash  their  hands  with  weak  solutions  of  corrosive 
sublimate  or  carbolic  acid  without  injury  to  the  skin,  while  others 
under  similar  conditions  suffer  from  free  desquamation  of  the 
epidermis,  or  it  may  be  from  severe  eczema.  Sometimes  indeed 
the  irritation  is  not  confined  to  the  part  of  the  skin  directly  ex- 
posed to  the  action  of  the  liquid,  but  extends  over  a  very  large 
portion  of  the  body.  A  flea-bite,  that  in  most  people  gives  rise 
to  no  appreciable  irritation,  in  others  sets  up  wide-spread  inflam- 
matory swelling  of  the  skin.  So  also  there  are  persons  who 
suffer  from  peculiar  cutaneous  inflammations  whenever  they  eat 
strawberries,  lobsters  or  crabs,  oysters,  sea-fish,  and  so  on. 

Children  generally  have  a  very  susceptible  skin,  and  thus 
slight  irritations  are  in  their  case  often  followed  by  cutaneous 
inflammation. 

The  skin  often  suffers  when  the  general  nutrition  is  impaired, 
as  in  many  infective  diseases,  in  chronic  disorders  of  the  circu- 
lation, and  the  like ;  it  sometimes  indeed  becomes  so  vulnerable 
that  the  slightest  mechanical  injury,  such  as  gentle  pressure,  gives 
rise  to  degeneration,  necrosis,  and  inflammation.  This  condition 
is  exemplified  in  bed-sores  or  decubital  necroses. 

141.  The  mildest  forms  of  inflammation  of  the  skin  are  mani- 
fested by  diffuse  redness  and  swelling  (erythema),  or  by  the 
appearance  of  circumscribed  elevations  that  are  (listinguished 
according  to  their  size  and  shape  as  papules,  wheals,  tnber- 
cules,  and  nodes.  Papules  are  small  circumscribed  solid  eleva- 
tions, wheals  are  larger  and  flattened,  and  tubercules  are  still 
larger  and  somewhat  rounded  in  form  and  red  in  colour,  or  the 
margin  only  is  reddened  while  the  centre  appears  pale. 

The  histological  changes  in  these  milder  forms  of  inflamma- 
tion consist  of  infiltration  of  the  tissues  with  serum,  and  more 
or  less  abundant  extravasation  of  leucocytes.  The  epidermis  is 
usually  but  little  altered,  though  some  of  its  cells  may  become 
swollen  and  beset  with  drops  of  liquid,  and  afterwards  undergo 
liquefaction.  At  the  same  time  proliferation  is  occasionally  in- 
duced, and  gives  rise  to  an  increased  production  of  epidermal 
cells.  Red  blood-corpuscles  are  at  times  extravasated  with  the 
leucocytes,  and  mingling  with  the  exudation  pass  from  the  tips  of 
the  papillae  into  the  cellular  layers  of  the  epidermis. 

In  many  cases  the  local  inflammatory  process  is  more  intense, 
and  the  sIqu  becomes  saturated  with  exuded  liquid.  The  result 
is  that  the  swelling  and  redness  are  more  pronounced,  and  further 
changes  are  induced  that  lead  to  the  formation  of  vesicles,  pus- 
tules, scales,  crusts,  and  scabs.  When  the  corium  (Fig.  270  c) 
and  the  papillary  layer  are  permeated  by  liquid,  fibrinous,  and 
cellular  exudations  (h  i),  some  of  these  extend  into  the  overlying 
epidermal  strata  Cfffh),  proceeding  chiefly  from  the  tips  of  the 
papillae  (t).    If  the  epidermal  strata  become  saturated  with  liquid. 


504  IKFLAMMATORY   DISORDERS  [CHAP.  LIV 

the  cells  that  are  not  yet  horny  are  apt  to  be  more  or  less  swollen 
(de/).  Drops  of  liquid  generally  appear  Mdthin  them,  giving 
rise  to  so-called  vacnolatlon,  and  some  of  tbem  are  entirely  dis- 
solved, and  thus  small  cavities  filled  with  liquid  are  produced 
(Fig.  217  g  ffj).  This  is  most  likely  to  occur  when,  as  in  bums 
(Fig.  271),  the  epidermis  is  severely  damaged  and  in  part  kilted 
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by  the  primary  injury,  while  at  the  same  time  a  large  amount  o-  -^f 
liquid  is  extravasated  from  the  vessels.  The  epidermal  cells  ovei  -i- 
lying  the  tips  of  the  papillae  (Fig.  271  df)  are  the  first  to  swel^FHl 
up  and  dissolve,  but  later  on  the  inter-papillary  cells  (e  y  A^^^) 
undergo  a  similar  change. 

Wnen  the  extravasated  serum  is  able  to  pass  through  th.^me 
homy  layer  of  the  epidermis  and  appears  on  the  surface,  the  ii=:^En- 
flamed  area  is  covered  with  a  liquid  and  more  or  less  coognlabCiivlfl 


ART.  141]  VESICULATION  505 

exudation  (Fig.  270  A),  and  tlie  surface  is  said  to  *  weep.'  This  is 
most  likely  to  happen  in  parts  where  two  cutajieous  surfaces  are 
in  close  contact  and  so  are  protected  from  drying,  with  the  result 
that  the  cells  of  the  horny  layer  become  swollen  and  loosened. 

CmstB  and  scabs  are  produced  when  the  superficial  exuda- 
tion dries  by  evaporation.  According  to  tlie  proportion  of  red 
or  white  blood-eorpuseles  present  in  the  exudation,  the  crust  is 
gummy  and  semi-translucent,  and  brown  or  brownish-red  in 
colour,  or  dirty  brownish-yellow  and  opaque.  Scabbing  is  most 
apt  to  occur  when  the  horny  layer  of  the  epidermis  is  injured,  or 
when  the  surface  is  broken  by  ezcoriatioii  or  exfoliation,  fissures 
(rbagades)  or  chaps,  through  which  the  exudation  easily  reaches 
the  surface. 
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When  the  escape  of  liquid  to  the  sui  fice  is  prevented  by  the 
horny  la'v  er  of  the  epidermis,  the  latter  is  railed  by  the  exudation, 
and  vesicles  or  blebs  are  produced  (Fig  271)  If  all  the  cells 
of  the  rete  Malpighii  are  destrojed  by  a  sudden  and  copious  exu- 
dation, the  vesicle  is  unilocular :  but  if  the  cellular  structures  are 
in  part  preserved  and  form  more  or  less  complete  septa  between 
the  centres  of  liquefaction,  the  result  is  a  multilocular  vesicle. 
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The  latter  is  the  usual  condition  in  recent  vesicles,  and  the  per- 
sistent cells  and  cellular  septa  undergo  various  deformations,  due 
to  continued  pressure  and  tension.  After  a  time  most  of  the  septa 
become  liquefied  and  disappear. 

The  liquid  distending  the  vesicles  and  blebs  usually  contains 
at  first  but  few  cells,  and  is  therefore  clear.  At  times  it  includes 
a  large  number  of  red  corpuscles,  giving  rise  to  haemorrhagic 
blebs  with  red  or  pink  contents.  In  other  cases  the  liquid  con- 
tains numerous  leucocytes,  which  give  it  a  whitish  turbid  appear- 
ance like  that  of  thin  pus  :  such  a  vesicle  is  usually  described  as 
a  pustule.  Often  the  course  of  the  process  is  such  that  when  the 
vesicle  first  appears  its  contents  are  clear,  and  afterwards  they 
become  turbid.  The  liquid  may  however  be  turbid  from  the  out- 
set, or  the  vesicle  may  dry  up  without  passing  through  a  stage  of 
turbidity. 

The  contents  of  a  pustule  sometimes  become  inspissated  by 
evaporation,  and  then  it  gives  rise  to  a  yellow,  grey,  or  browia 
crust  or  scab. 

In  certain  cutaneous  inflammations,  when  the  interference  with 
the  circulation  of  the  papillae  and  corium  is  extreme  and  persist- 
ent, or  when  the  exciting  cause  is  such  as  directly  to  bring  about 
necrosis  of  the  tissue,  the  resulting  loss  of  substance  is  not  con- 
fined to  the  epidermal  strata  but  extends  to  the  deeper  layers,  and 
these  are  either  cast  off  as  large  sloughs  or  eschars,  as  in  diph- 
theritic inflammation  and  gangrene,  or  break  down  more  gradu- 
ally by  suppuration.  Such  inflammations  therefore  terminate  in 
necrosis,  gangrene,  abscess,  or  ulceration. 

142.  The  inflammations  of  the  skin  are  some  of  them  acute 
processes,  tending  to  recover  after  short  duration,  and  some  of 
them  chronic,  giving  rise  to  more  or  less  extensive  textural 
changes. 

In  the  slight  forms  of  acute  inflammation,  the  exudation  is 
in  general  speedily  re-absorbed,  and  the  skin  soon  resumes  its 
normal  appearance.     Not  uncommonly,  however,  the  process  of 
recovery  is  accompanied  by  somewhat  free  desquamation  of  the 
epidermis,  which  is  cast  off   in  scales   or  shreds.     The  scales 
(^squumae)  take  the  form  of  small  bran-like  flakes,  of  larger  thin 
white  or  dirty-grey  glistening  lamellae,  of  thicker  white  plates,  or 
of  continuous  membranaceous  shreds,  which  are  shed  from  the 
surface   of  the   epidermis.     The   desquamation   is  called  fnrfn- 
raceous  when  the  scales  are  small ;   it  is  membranaceous  or 
siliquose  when  the  flakes  are  larger.     The  scales  occasionally 
cohere  into  irregular  masses,  or  into  thick  cakes.     The  formation 
of  scales  is  chiefly  due  to  an  increased  or  morbidly-altered  pro- 
duction of  horny  epidermal  cells. 

Transient  pigmentation  is  apt  to  arise  when  the  inflammation 
is  associated  with  extravasation  of  red  blood-corpuscles. 

Regenerative  multiplication  of  the  epidermal  cells  is  soon 
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Bet  up  beneath  the  vesicles,  pustules,  and  crusts.  It  generally 
starts  from  the  border  of  the  inflammatory  area  (Fig.  272  dd,), 
and  thence  extends  to  the  denuded  parts.  If  any  epidermal  cells 
persict  between  the  papillae,  the  proliferation  may  start  from 
them ;  and  in  some  cases  it  appears  to  proceed  from  the  cells  of 
the  hair-follicles  aud  the  ducts  of  the  sebaceous  and  sudoriparous 
glands.  In  these  ways  the  mass  of  the  vesicle,  pustule,  or  scab  is 
gradually  forced  upwards,  aud  separated  from  the  underlying 
papillae  by  a  cellular  layer ;  thia  very  soon  becomes  differentiated 
into  the  normal  epidermal  strata,  and  a  new  horny  layer  (dj)  is 
at  length  produced.  When  after  a  time  the  scab  is  thrown  off, 
the  epidermal  surface  beneath  it  is  already  more  or  less  com- 
pletely  restored. 

If  the  papillae  and  portions  of  the  corium  have  been  destroyed 
by  the  inflammatory  process,  the  regeneration  is  apt  to  be  incom- 
plete, as  a  new  papillary  layer  is  not  reproduced,  or  at  best  in  &n 
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imperfect  manner.  The  affected  part  is  indeed  covered  over  with 
epidermis,  and  the  loss  of  substance  in  the  deeper  strata  is  made 
good  by  new  connective  tissue,  but  ita  surface  remains  abnormally 
smooth  and  somewhat  depressed:  in  fact  a  scar  is  left  behind. 
For  a  time  the  scar  appears  redder  than  the  surrounding  skin, 
but  ill  the  end  it  usually  becomes  paler,  and  loses  even  its  normal 
proportion  of  pigment.  In  some  cases  it  is  surrounded  perma- 
nently by  a  pigmented  zone  or  areola. 

In  the  case  of  chronic  Inflammations  both  atrophic  and 
hypertrophic  conditions  may  be  induced  in  the  skin. 

The  growth  of  the  epidermis  is  often  disturbed,  being  ab- 
normally diminished  or  increased,  or  morbidly  perverted  in  some 
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way.  Not  infrequently  there  is  continuous  desquamation,  the 
epidermal  cells  as  they  reach  the  surface  not  passing  through 
the  regular  stages  of  cornification,  but  simply  undergoing  desic- 
cation. 

In  conditions  of  chronic  irritation,  the  papillae  of  the  papillary 
layer  tend  to  become  hypertrophic  and  subdivide  at  their  tips, 
while  the  coriuni  and  subcutaneous  connective  tissue  becomes 
tliickened  and  indurated.  In  other  cases  atrophy  of  these  struct- 
ures takes  place,  the  papillae  becoming  flattened  and  the  corium 
thinned.     Certain  forms  are  moreover  accompanied  by  ulceration. 

In  chronic  parasitic  inflammations,  healing  at  the  centre  of  the 
affected  spot,  while  the  morbid  process  is  advancing  at  the  pe- 
riphery, is  a  very  common  phenomenon.  In  this  way  peculiar 
ring-like  patches  with  a  normal  or  cicatrised  centre  are  produced. 

By  the  coalescence  of  several  such  radially-extending  areas, 
larger  patches  with  sinuous  or  serpentine  outlines  are  fonned 
(serpiginous  inflammation). 

143.  Among  tlie  milder  forms  of  cutaneous  inflammation, 
indicated  mainly  by  an  erythematous  flush,  and  to  some  extent  by 
swelling,  are  a  number  of  rashes  or  ezanthems  that  are  differcD* 
tiated  partly  by  their  causation  and  partly  by  their  external  ap- 
pearance ;  of  these  the  following  are  the  most  important. 

The  eruption  of  measles  (morbilli^  rubeola)  appears  first  on  the 
face,  forehead,  and  temj^les,  and  thence  extends  over  the  occiput, 
neck,  shoulders,  and  trunk.  It  forms  red  and  yellowish-red 
patches  of  the  size  of  the  finger-nail  or  larger.  The  patches  are 
either  level  with  the  skin,  or  slightly  raised  into  papules  corre- 
sponding to  the  openings  of  the  hair-follicles  (morbilli  laevet  and 
papulosi).  The  skin  and  subcutaneous  tissue,  especially  in  the 
face,  are  somewhat  swollen  and  oedematous.  The  patches  tend 
to  assume  a  creacentic  form,  and  sometimes  run  together  here  and 
there,  but  they  never  become  quite  confluent.  In  a  few  hours  after 
its  appearance  the  eruption  becomes  pale,  leaving  the  skin  faintly 
yellow;  and  presently  over  the  seat  of  the  exanthem  a  slight 
branny  desquamation  takes  place. 

The  eruption  of  scarlatina  appears  first  on  the  neck  and 
clavicular  region,  and  thence  exteucis  over  the  back  and  breast  to 
the  limbs.  At  first  it  takes  the  form  of  minute  red  dots  closely 
crowded  together,  which  cause  the  skin  to  acquire  a  diffuse  or  uni- 
form flush.  The  tint  is  at  first  pink,  afterwards  deep  red,  lindor 
scarlet.  The  skin  is  swollen  by  the  accompanying  infiltration. 
The  eruption  lasts  from  one  to  three  days,  and  occasionally  as  long 
as  six  or  seven ;  it  then  fades  and  leaves  the  skin  with  a  yelloiiish- 
brown  staining.  Afterward  the  epidermis  desquamates  in  flakes 
and  scales  of  various  sizes :  if  the  flakes  are  large  the  desquama- 
tion is  called  membranaceous,  if  small  and  thin  it  is  furfuraceoiM. 
Occasionally  the  eruption  is  papular,  vesicular,  or  pemphigoid,  and 
not  infrequently  it  is  haemorrhagic  ^scarlatina  haemorrhagiea)* 
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The  exudation  poured  out  into  the  connective  tissue  is  somewhat 
rich  in  cells. 

Erythema  ezsudativiim  multiforme  is  a  cutaneous  affection 
which  begins  as  an  eruption  of  flat  slightly-prominent  circum- 
scribed and  scattered  spots  (^erythema  laeve)  on  the  back  of  the 
hands  and  feet  and  the  neighbouring  parts  of  the  fore-arm  and 
lower  leg.  The  spots  are  at  first  of  the  size  of  a  pin -head,  but 
presently  grow  to  that  of  a  pea.  They  are  vermilion  in  colour, 
and  turn  pale  when  pressed.  They  grow  at  the  margins,  while 
the  centre  becomes  depressed  and  cyanotic  :  the  larger  spots  may 
become  confluent.  Haemorrhages  not  infrequently  occur  at  the 
seat  of  the  eruption. 

As  the  red  margin  extends  and  the  centre  fades  we  have  ery- 
thema  annulare  or  circinatum.  If  several  rings  encroach  on  each 
other  we  have  erythema  gyratum,  A  red  spot  surrounded  by  a  pale 
zone,  and  that  by  a  red  zone,  constitutes  erythema  iris.  If  the 
eruption  becomes  papular  and  nodular  it  is  erythema  papnlatum  or 
tuberculatum.  If  wheals  are  present  it  is  erythema  urticatum  or 
lichen  urticatus^  if  vesicles  are  formed  erytJiema  vesiculosum.  If 
the  formation  of  vesicles  goes  on  at  the  margin  wliile  the  centre 
recovers  we  have  herpes  circinatus^  characterised  therefore  by  its 
rings  of  vesicles.  If  the  vesicle  persists  in  the  centre,  it  is  herpes 
iris.  Erythema  with  large  blebs  or  bullae  is  erythema  bullosum. 
A  brown  pigmentation  usually  remains  behind  after  the  eruption 
declines.  When  vesicles  have  been  formed  scales  and  scabs  are 
left.     The  affection  lasts  from  two  to  four  weeks. 

Some  of  these  varieties  of  erythema  are  due  to  haematogenous 
infection  occurring  in  the  course  of  specific  diseases  such  as  pyae- 
mia, puerperal  fever,  endocarditis,  typhoid  fever,  and  so  on.  In 
other  cases  the  affection  is  a  primary  one,  whose  causation  is  un- 
certain, but  is  probably  referable  to  infective  or  toxic  agencies. 

Erythema  nodosum  (^dermatitis  contusiformis^  urticaria  tube" 
rosa)  is  characterised  by  the  formation  of  large  blotches  and 
rounded  nodes,  usually  on  the  lower  limbs.  The  blotches  are  but 
slightly  or  not  at  all  elevated,  and  are  bright-red  at  the  margin 
and  purple  at  the  centre.  In  two  or  three  days  they  begin  to  fade, 
passing  through  tints  of  blue,  yellow,  and  green.  Though  recovery 
is  usually  complete,  severe  forms  of  the  inflammation  are  sometimes 
met  with  which  lead  to  gangrene  of  the  skin.  The  affection  is 
probably  of  an  infective  nature. 

Traumatic  erythema  is  produced  by  many  diverse  forms  of 
irritation  of  the  skin,  mechanical,  thermal,  or  chemical.  Mechan- 
ical irritation  is  exemplified  by  the  friction  of  clothing  or  of  t\^o 
parts  of  the  body  in  contact ;  the  effects  of  thermal  irritation  by 
bums  or  frost-bites  of  the  first  degree  ;  cliemical  irritants  are  such 
as  turpentine,  mercurial  ointment,  dilute  acids,  or  the  poison  of 
insect-stings.  Cold  of  slight  intensity  gives  rise  first  to  paleness, 
and  then  to  hyperaemia  from  paralysis  of  the  vaso-motor  nerves. 
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Long-continued  but  not  excessive  congelation  produces  chilblains 
or  pemiones^  which  are  red  swellings  due  to  hyperaemia  and  inflam- 
matory infiltration  of  the  skin  of  exposed  parts. 

Erythematous  rashes  occasionally  result  from  the  use  of  certain 
medicaments,  such  as  belladonna,  copaiba,  salicylic  acid,  anti- 
pyrin,  arsenic,  calomel,  chloral  hydrate,  and  quinine :  and  they 
sometimes  appear  in  diseases  of  the  nervous  system  and  in  gastro- 
intestinal disorders,  especially  in  children. 

Allied  to  exudative  erythema  are  some  of  the  circumscribed 
red  rashes  included  under  the  term  roseola.  According  to  the 
condition  with  which  it  is  associated  the  eruption  is  described 
as  roseola  rheumatica^  choleraica^  typhosa^  aestiva^  autumnaliiy  tfi- 
fantilis^  etc. 

Pellagra  (^mal  rosso^  mal  del  sole^  risipola  lombarda^  Lombardian 
leprosy)  is  a  peculiar  disorder  met  with  in  Northern  Italy,  South- 
ern France,  Spain,  and  Roumania.  It  appears  as  an  erythematous 
rash  on  the  exposed  parts  of  the  body,  especially  in  the  spring  and 
summer,  and  disappears  in  the  autumn  with  desquamation  of  the 
epidermis. 

Urticaria  or  nettle-rash  (cnidoais)  is  a  local  eruption  of  wheals 
which  rise  and  disappear  very  suddenly.  The  flattened  centre  of 
the  wheal  is  white,  and  is  bordered  by  a  zone  of  red.  Occasion- 
ally small  vesicles  (urticaria  vesiculosa)  or  papules  {urticaria  papu- 
losa) are  formed.  The  wheal  in  some  cases  acquires  a  readish- 
brown  pigmentation  (urticaria  pigmentosa).  The  rash  is  either 
caused  by  external  irritation,  such  as  the  stings  of  nettles,  jelly- 
fish, fleas,  bugs,  lice,  or  gnats,  or  is  a  symptom  of  some  irritable 
condition  of  the  alimentary  canal,  or  of  the  skin  itself.  In  many 
persons  urticaria  follows  the  ingestion  of  oysters,  crayfish,  caviar, 
crabs,  sea-fish,  strawberries,  and  so  on.  Disorders  of  the  repro- 
ductive organs  are  also  capable  of  inducing  it. 

References  on  Erythema^  Pellagra^  and  Urticaria. 

AuspiTz:  Erythema  multiforme  V.f.  Derm.  1 1874 

BoicESCO :  £rythema  nodosum  of  malarial  origin  A.  roumaines  de  med,  i  Parii 

1888 
Catrin  :  Alterations  of  the  skin  in  measles  A.  de  med.  exp.  iii  1891 
CoRDUA :  Erythema  multiforme  D.  med,  Woch.  1885 
Demme:  Severe  erythema  Fortschr,  d.  Med.  vi  1888 
DouTRELEPONT :  Urticaria  pigmentosa  A,f.  Derm,  xxii  1890 
Elsexbero:  Urticaria  pigmentosa  V.f.  Derm,  xv  1888 
Finger  :  Erythema  multiforme  and  purpura  A.f  Derm,  xxv  1893 
Fox,  T.  C. :  Urticaria  pigmentosa  or  xanthelasmoidea  Med.-chir.  Tram.  Lxn 

London  1883 
Hogg  AN,  (t.  and  F.  £. :  Urticaria  pigmentosa  Monatsh.  /.  prakt.  Derm,  i  1862, 

II 1883 
Lewin:  Erythema  exsudativum  multiforme  Chariti-Annalen  ni  1878;  Tn* 

toward  effects  nfdruffs  Detroit  1883 
Mayr  :  Pellagra  Hebra  and  Kaposi's  Diseases  of  the  ikin  (New  Syd.  See.)  I  Loo* 

don  1866 
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Xeusser  :  Die  Pellagra  in  Oesterreich  und  Rumdnien  Vienna  1887 
Pick  :  Urticaria  pigmentosa  Prager  Z,f,  Heilk.  ii  1881 
ScHEiBER :  Pellagra  in  Roumania  F. /!  Derm,  ii  1875 

ScHwiMMER :  Erythema  multiforme  Ziemssen's  Handb.  d,  spec.  Path,  xiv  Leip- 
zig 1874-83 
WiNTERNiTZ :   Clinical  study  of  pellagra  V.  f.  Derm,  in  1876  (pp.  151,  387) 

144.  Dermatitis  combustionis  erythematosa  is  caused 
when  heat  acts  on  the  skin  in  such  a  manner  as  not  to  kill  the 
tissue  but  only  to  induce  vaso-motor  paralysis  of  its  blood-vessels, 
resulting  in  congestive  hyperaemia  and  slight  exudation.  This 
is  what  is  known  as  a  burn  of  the  first  degree.  When  the  heat 
is  more  intense  the  superficial  epidermis  is  destroyed,  and  the  un- 
derlying vessels,  though  not  killed  outright,  are  so  injured  that 
copious  exudation  takes  place  from  the  papillary  layer.  The  epi- 
dermal cells  are  thereupon  more  or  less  completely  dissolved,  and 
a  unilocular  or  multilocular  vesicle  or  blister  (Fig.  271)  is  pro- 
duced. This  condition  is  spoken  of  as  dermatitis  combustionii 
bullosa,  and  constitutes  a  burn  of  the  second  degree.  Burns 
which  lead  to  sloughing  of  the  cutis  are  burns  of  the  third  de- 
gree; those  accompanied  by  charring  of  the  tissues  are  termed 
burns  of  the  fourth  degree. 

Burns  of  the  second  degree  recover,  provided  the  injured  sur- 
face escapes  septic  infection,  by  regenerative  multiplication  of  the 
epidermal  cells  (Art.  142,  Fig.  272).  Healing  in  the  case  of 
higher  degrees  of  burning  can  take  place  only  by  the  formation 
of  granulations  and  of  cicatricial  tissue. 

Severe  cold  produces  effects  similar  to  those  caused  by  exces- 
sive heat.  When  blisters  are  formed  in  frost-bite  we  speak  of  the 
inflammation  as  dermatitis  congelationis  bullosa;  and  when  the 
frozen  tissue  becomes  necrotic  and  gangrenous  the  condition  is 
described  as  congelatio  gangraenosa.  The  two  forms  usually 
occur  together.  The  dead  parts  have  at  first  a  livid  red  tint; 
later  on  they  become  dark-red  and  gangrenous,  and  are  separated 
from  the  living  tissue  by  an  inflammatory  line  of  demarcation. 

The  blisters  caused  by  cantharides  are  of  much  the  same 
character,  but  the  swelling  and  liquefaction  of  the  epidermis  are 
usually  less  sudden  and  less  extensive.  Denucleated  continuous 
masses  are  sometimes  formed  from  the  necrotic  epidermal  cells. 

145.  Miliaria  crystallina  or  sudamina  are  small  watery 
vesicles  which  sometimes  appear  in  the  course  of  puerperal  fever, 
typhoid  fever,  acute  rheumatism,  pneumonia,  etc.,  and  last  for  a 
few  days.  They  occur  chiefly  on  the  trunk.  The  eruption  is 
due  mainly  to  the  retention  of  sweat  in  the  excretory  ducts  of  the 
glands,  though  a  liquid  rich  in  cells  is  also  poured  out  into  the 
epidermis  (Fig.  273  c  d),  and  the  vesiculation  follows  the  course 
already  described  in  reference  to  the  inflammatory  process,  the 
only  difference  being  that  it  takes  place  at  the  mouth  of  a  sweat- 
gland  (rf).      Miliaria  would  thus  appear  to  be  in  reality  one  of 
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the  infective  inflammatory  rashes.  Recovery  from  the  sudaminal 
eruption  takes  place  in  a.  short  time,  the  damaged  epidermis  being 
replaced  and  the  dried  remains  of  the  vesicles  cast  off. 

146.  Herpes  is  an  acute  affection  running  a  tyiiical  courae 
(Kaposi),  and  characterised  by  tlie  formation  of  clusters  of 
watery  vesicles  in  certain  anatomical  regions  of  tlie  IkhIv,  the 
vesicles  passing  through  a  definite  series  of  stages  within  a  slioit 
period  of  time. 

The  eruption  first  appears  as  a  group  of  minute  elevations  of 
the  skin,  which  rapidly  become  infiltrated  with  clear  serum  and 
80  form  vesicles.  The  vesicles  last  from  a  few  hours  to  one,  two, 
or  even  four  days,  and  then  dry  up  into  crusts.      Beneath  the 
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crusts  regenerative  proliferation  of  the  epidermis  takes  place,  the 
lost  tissue  being  thus  made  good,  and  the  crusts  are  thereby 
loosened  and  cast  off. 

The  contents  of  the  mature  vesicles  consist  of  serum,  fibrinous 
coagulo,  and  pusTCorpuscles.  The  papillae  and  the  corium  are 
infiltrated  to  a  varying  extent  with  serous  liquid  and  leucocytes, 
and  occasionally  haemorrliages  take  place  in  them. 

According  to  their  seat  and  mode  of  origin,  five  forma  of  herpes  are  di*- 
tinguitthed. 

(1)   Herpes  soBter  (innn  or  shingleR)  is  an  acute  eruption  of  vesicles  cIds-   - 
tered  over  the  area  supplied  by  a  cutaneous  nerve,  and  seeiiia  to  be  dependent  - 

upon  Boine  disorder  of  the  nerves  or  of  tlieir  centres.     It  is  almost  alwajs  uni 

lateral.      The  contents  of  the  vesicles  remain   clear  for  three  or   foar  days :  ^ 
then  they  become  turbid  and   purulent.      Yellowish-brown  crusts  are  formed 
as  the  vesicles  dry  up.     The  associated  nervous  disorder  may  be  tofective^B 
toxic,  traumatic,  or  secondary  to  some  inflammation  of  the  Adjacent  tissoe— 
Ffeiffer  and  Wasilewski  are  of  opinion  that  the  characteristia  diatribiitiot»~ 
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of  the  vesicles  corresponds  to  that  of  the  arteries,  not  of  the  nerves,  the  latter 
being  only  secondarily  affected. 

(2)  Herpes  lablalia  or  faclalia  is  an  acute  eruption  of  vesicles  on  the 
lips  or  around  the  mouth  and  nostrils.  The  vesicles  last  two  or  three  days» 
and  dry  up  under  a  crust,  without  scarring.  It  is  very  often  observed  in  con- 
nexion with  pneumonia  and  intermittent  fever,  and  more  rarely  in  typhoid. 

(3)  Herpea  praeputialiB  or  progenitalis  affects  the  penis,  clitoris,  or 
labia :  its  course  is  similar  to  that  of  herpes  labialis. 

(4)  Herpes  iria  and  herpea  circinatuB  are  according  to  Kaposi  the 
same  as  erythema  iris  and  circinatuni  (Art.  143).  The  vesicles  occur  on  the 
back  of  the  hands  or  feet  and  the  adjoining  portions  of  the  limbs,  and  form 
separate  or  concentric  circles.  The  smaller  vesicles  fade  after  eight  or  ten 
days,  by  resorption  and  drying  of  their  contents.  Balzer  (A,  de  physioL 
1883)  found  in  the  epidermal  scales  from  five  cases  of  herpes  circinatus,  in 
which  the  hairs  were  not  affected,  long  branching  double-contoured  filaments 
and  spores,  which  were  larger  than  those  of  Trichophyton  tonsurans  (Art.  161). 

(5)  Herpea  toiuiiirana  veaiculOBua  is  a  special  form  of  tinea  (herpes) 
tonsurans  (Art.  161^,  an  affection  caused  by  a  vegetable  parasite.  Circles  of 
vesicles  of  various  sizes  are  formed  by  successive  marginal  crops  starting  from 
a  centre,  the  older  vesicles  drying  up  as  new  ones  develope. 

References  on  Herpes  Zoster. 

Barexsprung:  Charite-Annalen  ix,  x,  and  xi  1861-63 

Bright  :  Connexion  with  sensory  nerves  Medical  cases  ii  London  1831 

Ctrschmann  and  Eisenlohr:  D.  A,/,  klin.  Med,  xxxiv  1884 

DuBLER  :  Neuritis  in  herpes  zoster  V.  A .  76  1879 

Kaposi  :  Wien.  med.  Woch,  1874,  1875,  1877  and  1879 ;  VerhandL  der  deut- 

schen  dermat.  Gesellsch.  i  Vienna  1889  \  A,f,  Derm,  xxi  (supplement)  1889 
Lesser,  E.  :  V.  A .  86  1881  and  93  1883 
Mackenzie:  Herpes  zoster  and  the  nerve  plexuses  of  the  limbs  Joum.  of  Path. 

I  1893  (with  references) 
Pfeiffer  :  Die  Verhreitung  des  Herpes  zoster  Idngs  des  Hautgebiets  der  Arterien 

Jena  1889 
Wasilewski:   Herpes  zoster  u.  dessen   Einreihung  unter  die   Infectionskranh- 

heiten  Jena  1892  (with  references) 

147.  Pemphigus  or  pompholyx  (Fig.  274)  is  an  eruption 
characterised  by  tlie  formation  of  blebs  (bullae^  upon  the  skin, 
varying  in  size  from  that  of  a  small  pea  to  that  of  a  goose's  egg. 

The  blebs  are  usually  preceded  by  red  spots  and  wheals,  over 
which  they  rise ;  but  sometimes  they  appear  on  what  seems  to  be 
unaltered  skin.  The  contents  are  at  first  clear  and  watery,  or  it 
may  be  slightly  blood-stained,  but  afterwards  they  become  turbid 
and  purulent.  The  exudation  at  length  dries  up  and  crusts  are 
formed,  under  which  the  loss  of  epidermis  is  repaired  (^pemphigus 
vulgaris). 

In  other  cases  this  regeneration  of  the  epidermis  does  not  take 
place,  and  the  separation  of  the  epidermal  covering  of  the  bleb 
from  the  underlying  strata  extends,  until  at  length  the  corium  is 
denuded  over  a  large  area  (^pemphigus  foliaceiLs).  When  the  blebs 
are  removed  the  exposed  surface  appears  red  and  moist,  until  a 
crust  is  formed  over  it  by  the  drying  of  the  superficial  exudation. 

In  such  cases  the  corium  is  always  more  or  less  infiltrated,  and 
sometimes  it  becomes  partially  necrotic  and  sloughs  (^pemphigus 
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diphtheritieus).     GmnulationB  are  then  produced,  but  they  too 

are  very  liable  to  undergo  necrosiB  (Kaposi). 

The  cause  of  the  disease 
would  usually  seem  to  be  of 
the  nature  of  an  infection. 
Demme:,  Almquist,  and  oth- 
ers have  found  micrococci 
in  the  blebs.  Pemphigoid 
eruptions  have  however  been 
recorded  which  were  appar- 
ently due  to  nervous  influ- 
ences (Meyer,  du  Mesxil). 

Six  main  varieties  of  pemphi- 
gU8  have  been  diatingiiianed,  k- 
cording  to  tlieir  cliaie&l  course 
and  causation  (Kaposi,  Keu- 
mann). 

(1)  Ptmphiffu*  afutiu  is  e,a 
acut^  aSection  manifested  by  an 
eruption  of  scattered  blebs,  Vith 
or  without  fever.  The  blebs  last 
a,  few  hours  or  davs,  and  tbeu  div 
up  into  crust«.  When  these  fall 
off  the  coriura  b  covered  wiih 
new  epidermis,  and  the  attack  b 

(2)  Peniphiqus  chronictu  ml- 
garis  is  characterised  by  the  for- 
mation of  large  tense  blebs  ac- 
companied by  a  certain  degree  of 
fever.  The  eruption  takes  place 
in  successive  crops.  Accordiiig  to 
the  manner  in  which  the  blebs 
are  grouped  dermatologists  de- 
scribe the  eruption  aa  pempklipit 
diueminalus  (scattered  irrecnjisr- 
ly),  pempkigui  con/erlus  (closely 
^grepited),  pempkiiiug  circinat<a 
(in   niigs),   or  pemphigui  gt/mlur 

and   itTpiginoiia   (m    sinuous   oi 

serpentine  lines).  The  diseases 
lasts  from  two  to  six  months,  and^fl 
is  sometimes  fatal  (Mosler). 

(3)  Prmphigui/otiaeeut  is  the^f 
severest  form  of  the  disease.  It:^ 
is  distinguished  by  its  progressiTe^s 
character,  and  the  imperfect  wsy^q 
in  which  new  epidermis  is  pro — - 
duced.  After  a  course  of  months^a 
or  years  the  entire  surface  of  th^^ 
body  becomes  involved.    The  skiiK — 

is  then  iu  some  parts  dry,  brown,  and  parchment-like;  in  others  red  and  wee 
ing;  in  others  again  covered  over  with  crusts,  and  fissured  in  Tarions  waja 
(4)  Pemphigus  vegftam  is  a  malignant  variety  which  soon  e 
..  =k;»  1.  >.„„„>  ^\^^  small-sized  bleba,  from  whose  baae,  after  th«  epiderm^.J 


FlO.  27J.       ACBTB    E 

{After  a  photograph  by  Demhb) 
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covering  or  shell  is  removed,  rises  a  close  crop  of  gland-like,  warty,  and  button- 
shaped  excrescences.  These  are  surrounded  first  by  an  excoriated  areola,  and 
outside  this  by  serpiginous  vesicular  elevations  of  the  epidermis,  and  exude  a 
foetid  ichorous  liquid  that  presently  dries  to  a  crust.  The  eruption  begins  in 
the  skin  of  the  external  genitals,  the  inner  surface  of  the  thigns,  the  axillae, 
and  the  mucous  membrane  of  the  mouth,  and  in  the  end  extends  over  the 
entire  surface,  invading  also  the  mucous  membrane  of  the  pharynx,  larynx, 
vulva,  vagina,  and  rectum.  This  variety  of  pemphigus  was  formerly  looked 
upon  as  of  syphilitic  origin. 

(5)  Pemphigus  neuroticus  accompanies  certain  affections  of  the  nervous 
system. 

(6)  Pemphigus  s^hiliticus  is  dealt  with  in  Art.  159, 

Meferences  on  Pemphigus. 

Almquist:  Pemphigus  neonatorum  Z.f.  Hygiene  x  1891 

Bulloch:  Diplococci  in  acute  pemphigus  British  J.  of  Dermat,  1895 

Cl  A  ESSEN:  idem  Re.rl.  klin.  Woch.  1893 

Demme  :  Pemphigus  acutus  VerhandL  Congr.  f,  inn.  Med.  v  AVlesbaden  1886, 

and  Wien.  med.  Blotter  1886 
Du  Mesnil  :  Aetiology  of  pemphigus  vulgaris  A.f.  Derm,  xxx  1895 
Meyer:  Pemphigoid  dermatitis  with  changes  in  the  nervous  system  V.  A.  94 

1883 
Mosler  :  Chronic  pemphigus  D.  med.  Woch.  1890 

Keumani^  :  Pemphigus  vegetans  (framboesioides)  V.f.  Derm,  xiii  1886 
Strelitz:  Aetiology  of  pemphigus  A./.  Kinderheilk.  xvi  1892 

148.  Eczema  is  a  skin-disease  which  may  be  acute  or  chronic. 
The  eruption  consists  of  papules,  vesicles,  pustules,  and  crusts. 
The  skin  is  more  or  less  diffusely  reddened  and  swollen,  and  often 
desquamates  or  '  weeps,'  or  is  covered  with  large  continuous  scabs. 

Eczema  is  usually  set  up  by  external  irritation.  When  the 
irritation  is  slight  or  the  skin  is  not  susceptible  to  its  action,  the 
eruption  consists  of  small  papules,  and  thus  eczema  papuloaum  is 
the  mildest  variety.  More  intense  irritation  causes  small  vesicles 
to  arise,  and  we  have  eczema  vesiculosum ;  when  the  vesicles  dry 
up  they  are  cast  off  as  scabs.  If  the  irritation  is  still  more 
intense  or  the  skin  is  highly  susceptible,  a  considerable  extent  of 
it  becomes  painfully  swollen  and  red  (eczema  erythematosum'). 
On  this  erythematous  area  vesicles  arise  whose  contents  are  at 
first  clear,  but  soon  become  purulent  (eczema  vesiculosuvi  et  pustu- 
losum^.  When  the  upper  shell  of  the  vesicle  is  removed  (as  by 
scratching),  the  exposed  surface  pours  out  liquid,  and  is  said  to 
*weep'  (eczema  madidans).  The  epidermal  surface,  deprived  of 
its  homy  layer  by  desquamation  or  otherwise,  has  often  a  deep- 
red  tint  (eczema  rubrum^.  Yellowish  crusts  are  formed  by  the 
evaporation  of  the  sero-purulent  exudation  poured  out  on  the 
surface  (eczema  crustosum^^  and  pus  sometimes  gathers  beneath 
the  crust  (eczema  impetiginosum  or  impetiginodes).  In  other 
instances  new  epidermis  is  formed  beneath  the  crust :  when  the 
crusts  are  cast  off  the  surface  then  looks  red  and  brawny,  and 
scales  are  freely  shed  (eczema  squamosum).     As  the  disease  dis- 
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appears  the  skin  gradually  recovers  its  normal  appearance,  though 
some  slight  pigmentation  often  remains. 

An  eczematous  eruption  consisting  of  pustules  of  the  size  of  a 
small  pea,  and  drying  into  scabs,  is  often  described  as  impetiga 
Much  larger  pustules,  drying  into  brown  scabs,  constitute 
ecthyma.  The  exciting  cause  of  the  suppuration  is  probably 
the  ordinary  pyogenic  micrococci. 

Impetigo  contagiosa  (Tilbury  Fox:  B.  M.  J.  1 1864)  is  a 
contagious  eczematous  eruption.  It  chiefly  iittacks  ill -fed  or 
weakly  children,  and  affects  the  head  and  limbs :  vesicles  as  big 
as  a  cherry-stone  arise  on  a  reddened  base,  and  presently  dry  up 
into  yellow  crusts. 

The  inflammatory  process  in  this  affection  is  often  chronic,  and 
the  skin  is  then  beset  with  vesicles,  pustules,  crusts,  and  scabs, 
all  at  the  same  time. 

Impetigo  herpetiformis  (Hebra  and  Kaposi)  is  a  peculiar 
febrile  affection,  with  an  eruption  of  miliary  pustules  arranged  in 
clusters  and  rings.  It  is  very  probably  a  secondary  result  of 
pyaemic  infection,  as  it  makes  its  appearance  in  the  course 
oi  pyaemia. 

The  textural  changes  in  the  cutis  consist  of  serous  and  cellular 
infiltrations  of  the  connective  tissue.  The  cellular  infiltration  is 
especially  abundant  in  the  pustular  and  impetiginous  varieties, 
and  the  subcutaneous  tissues  are  often  infiltrated  in  the  same  way. 

The  liquid  effused  into  the  epidermis  contains  large  numbers 
of  leucocytes,  which  are  found  not  only  in  the  vesicles  but  also 
scattered  among  the  unaltered  epidermal  cells,  and  even  in  their 
interior.  In  many  cases  the  epidermis  perishes  outright,  and  even 
the  papillae  may  be  destroyed  when  the  inflammation  becomes 
suppurative  (^eczema  impetiginosurn). 

The  after-effects  of  eczema  are  various.  The  milder  forms 
leave  no  trace  behind,  the  skin  being  restored  ad  integrum.  If  the 
papillae  in  particular  spots  have  been  injui*ed  or  destroyed  they 
are  not  replaced,  and  a  cicatrix  is  then  produced.  Chronic  eczema 
gives  rise  to  pigmentation  of  the  skin,  and  to  hypertrophy  of  both 
epidermis  and  corium ;  when  the  hypertrophy  is  great  the  skin 
appears  thick  and  tough,  as  in  elephantiasis,  and  when  the  papillae 
are  likewise  enlarged  the  surface  becomes  warty  and  tuberculated. 
Hypertrophy  of  the  epidermis  being  generally  accompanied  by  the 
formation  of  plates,  scales,  and  flakes,  an  appearance  recalling  that 
of  elephantiasis  combined  with  keratosis  (Art.  164)  is  produced. 
So  long  as  the  inflammation  persists  the  hypertrophied  tissue  is- 
thickly  beset  with  clusters  of  rouiul-cells. 

References  on  Eczema  and  Impetigo. 

BocKHART :  Aetiology  of  impetigo,  furucculosis,  and  sycosis  Monaish,  f.  prakt- 

Derm,  Hamburg  1887 
Demme  :  Eczema  Jahresbericht  des  KinderspitaU  Berne  1884 
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Kaposi:  Impetigo  herpetiformis  K./.  Derm,  xiv  1887 
DU  Mesnil  and  Marx:  Impetigo  herpetiformis  A.f,  Derm,  xxi  1889 
X kisser:  Pathology  of  eczema  A.f,  Derm,  (supplement)  1892 
Pavloff:  Impeticula  capillitii  Monatsk,/,  prakt.  Derm,  ix  Hamburg  1889 
Unxa  :  Impetigo  contagiosa  V.  f.  Derm,  vii  1880 

149.  Small-poz  or  variola  is  a  febrile  disease  characterised 
by  the  eruptiou  of  papules,  vesicles,  and  pustules,  and  due  to  the 
infection  of  the  system  with  a  specific  virus.  After  a  certain 
interval  from  the  time  of  infection  the  skin,  after  the  fading  of  a 
not  infrequent  prodromal  erythema,  becomes  beset  with  hard  red 
papules  of  the  size  of  a  pin-head,  surrounded  by  a  red  areola. 
Some  of  the  papules  enlarge  and  change  into  clear  vesicles  most 
of  wliich  are  *  umbilicated '  or  depressed  in  the  centre.  In  two  or 
three  days  the  contents  of  the  vesicle  become  turbid,  and  the 
vesicle  changes  to  a  pustule.  At  the  same  time  the  umbilication 
usually  disappears,  and  a  zone  of  intense  hyperaemia  is  formed 
around  the  pustule.  In  three  or  four  days  it  dries  to  a  brown- 
ish scab,  and  this  in  a  few  days  more  falls  off,  leaving  behind  a 
slightly  pitted  spot,  which  may  be  red  or  wliite  in  colour:  in  a 
short  time  the  spot  also  disappears. 

Many  of  the  pustules  leave  behind  scar-like  pits,  which  are  at 
first  dark-red,  but  afterwards  become  white.  This  is  especially  the 
case  when,  as  not  infrequently  occurs,  haemorrhage  takes  place 
into  the  pustule  or  into  its  neighbourhood,  or  when  the  eruption 
is  so  copious  that  the  pustules  run  together  (^confluent  small-pox). 
The  skin  then  appears  rough  and  tuberculated  and  is  much 
swollen.  When  the  cap  of  the  pustule  is  forced  off  by  the 
accumulating  pus  beneath,  the  suppurating  corium  is  laid  bare, 
and  parts  of  it  passing  through  the  stages  of  suppuration  or 
sloughing  and  gangrene  may  be  destroyed.  The  affected  spots 
have  a  yellow,  dirty-grey,  or  black  tinge. 

The  variety  distinguished  as  haemorrhagic  or  black  small-pox 
(^variola  haemorrhagica).,  which  usually  ends  fatally,  is  remarkable 
for  the  dark-red  colour  (purpura  variolosa^  Art.  136)  which  over- 
spreads the  entire  surface  of  the  body  as  the  fever  sets  in.  Patches 
of  haemorrhage  appear,  and  speedily  enlarge.  In  other  cases  a 
multitude  of  small  hard  papules  appear  on  the  skin,  which  is 
intensely  swollen.  Haemorrhagic  patches  follow  in  from  one  to 
two  days,  and  coalesce  into  larger  ones. 

The  formation  of  the  variolous  vesicle  begins  with  swelling  up 
of  the  cells  of  the  mucous  layer  of  the  epidermis  immediately 
over  the  tips  of  the  papillae,  the  cells  coalescing  into  pale  denu- 
cleated  masses.  This  is  followed  by  solution  of  the  majority  of 
the  affected  epidermal  cells  in  the  exudation  which  at  this  stage 
is  poured  out  from  the  papillary  vessels,  while  at  the  same  time 
the  degenerative  change  is  extending  on  all  sides.  Only  small 
remnants  of  the  epidermal  tissue  withstand  solution,  and  these 
are  chiefly  shreds  or  degenerate  masses  consisting  of  denucleated 
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(or  sometimes  nucleated)  cells,  which  are  stretched  and  codi- 
pressed  by  the  accumulating  exudation  into  fragmentary  septa 
and  threads. 

Thus,  at  the  climax  of  the  process,  the  pock  or  vesicle  con- 
sists of  a  cavity  traversed  by  shreds  and  fibres  (Fig.  275  /), 
which  in  the  centre  reaches  to  the  homy  layer  (t),  but  towards 
its  margin  ia  separated  from  the  latter  (i.)  by  some  of  the  sur- 
face-layers of  the  epidermis.  The  floor  of  the  cavity  is  formed 
of  remnants  of  the  inter- papillary  portion  of  the  rete  Malpighii 
(^),  and  in  part  of  denuded  papillae  (A).  The  papillae  and  the 
upper  layers  of  the  cutis  are  swollen  and  beset  with  round-cells, 
and  the  liquid  contents  of  the  vesicle  already  contain  numerous 
pus-corpuscles  (/i). 


Fio  271     Bectioh  o 

{Iiijecled preparation,  itained  With  haemaloxyliu : 
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coQsUtB  of  Mveral  lasers  of  epidermis 


As   the  vesicle  becomes  a  pustule,  the  number  of   pus-cor- 
puscles which   pass   into  the  cavity  from  the  papillary   vessel^e- 
increases,  and  the  shreds  and  septa  break  down.     A  crust  is  thu^s-— 
formed,  and  when  resolution  takes  place  beneath  it  the  cellular"" 
infiltration  is  re-absorbed,  and  new  epidermis  grows  in  from  thes— s 
margins,  wliere  the  cells  are  uninjured. 

When  the  destruction  of  tissue  by  the  pock  is  limited  to  the*  — ■ 

epidermis  no  scar  remains ;  when  the  papillae  slough  or  suppu 

rate  (A)  the  site  of  the  pock  is  permanently  marked  by  a  cica 

tricial  depression  (pock-mark  or  pit). 

The  vesicles  of  ▼accinla  produced  by  vaccination  are  siuiila^^ 
in  their  structure  and  course  to  the  variolous  vesicles. 

The  infective  disease  of  children  called  varicella  or  chickuL — 
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poz  is  characterised  by  the  eruption  of  vesicles  of  different  sizes, 
which  appear  upon  a  reddened  base  and  mature  very  rapidly. 
Certain  of  the  vesicles  may  resemble  very  closely  the  vesicles  of 
small-pox. 

References  an  the  Formation  of  the  Veaiclea  of  Small-Pox. 

AuspiTZ :  The  eruption  of  small-pox  Wien.  med.  Wock,  1867 

AuspiTZ  and  Babch  :  Histology  of  the  variolous  process  V.  A.2S  1863 

Babes  :  Variola  Ann.  de  VInst,  de  path,  Bucharest  ii  1891 

Klein  :  Minute  anatomy  of  the  epidermis  in  sheep-pox  Q.  J.  microsc,  science 

xvii  London  1877 
Tappe  :  Die  A  etiologie  und  Histologie  der  Schafjpocken  Berlin  1881 
TouTON :  (Inters,  iib.  d,  Entstehung  d,  Hautblaien  Tiibingen  1882,  and  Ziegler^s 

Beitrdge  ii  (p.  453)  1887 
UxxA :  The  seat  of  the  eruption  in  the  epidermis  V,  A,  Q9  1877 
AVeigert:  Anat,  Beitr,  z,  Lehre,  v.  d.  Pocken  Breslau  1874-5 

150.  Psoriasis  is  a  chronic  disease  of  the  skin  characterised 
by  the  formation  of  dry  glistening  white  scales.  These  are  piled 
upon  each  other  in  small  heaps,  or  over  larger  discoid  patches 
which  have  a  definite  red  base.  The  eruption  begins  in  minute 
brownish-red  nodules,  which  in  the  course  of  a  few  days  become 
covered  over  with  epidermal  scales.  When  the  nodules  are 
numerous  and  discrete  the  disease  is  described  as  psoriasis  punc- 
tata: where  the  patches  and  scales  are  larger  we  have  psoriasis 
guttata  and  psoriasis  nummularis.  The  larger  scales  also  rest 
upon  a  reddened  base. 

As  the  disease  passes  away  the  base  becomes  pale,  and  the 
scales  are  shed.  The  skin  may  resume  its  normal  appearance,  or 
remain  pigmented  for  a  time.  Often  the  patches  heal  in  the 
centre,  while  the  margins  are  still  advancing.  In  this  case  the 
affection  is  named  psoriasis  annularis  or  gyrata. 

Psoriasis  may  occur  at  any  spot,  but  it  chiefly  affects  the 
extensor  surfaces  of  the  knee  and  elbow,  the  scalp,  and  the 
sacral  region.  Both  the  hair  and  the  nails  may  be  destroyed 
in  the  course  of  the  disease. 

The  histological  changes  induced  by  psoriasis  relate  essentially 
to  the  epidermis,  the  papillae,  and  the  upper  strata  of  the  corium. 
The  two  latter  are  hyperaemic,  and  more  or  less  densely  infil- 
trated with  leucocytes.  When  the  disease  has  lasted  for  some 
time  hyperplasia  of  the  connective  tissue,  with  enlargement  of 
the  papillae,  is  usually  set  up.  The  morbid  process  occasionally 
extends  to  the  deeper  layers  of  the  corium  and  to  the  subcuta- 
neous connective  tissue. 

As  regards  the  epidermis,  the  cornification  of  its  surface- 
layers  is  interfered  with,  the  cells  as  they  come  to  the  surface 
appearing  simply  to  shrivel  and  dry  up,  while  the  mutual  cohe- 
sion of  the  cellular  layers  is  loosened  (^parakeratosis^.  The 
aetiology  of  the  disease  is  unknown. 
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References  on  Psoriasis, 

Beissel  :  Aetiology  MoncUsh.  f.  prakt.  Dermat.  v  1886 

Jamieson:  The  histology  of  psoriasis  Edinburgh  1879,  and  Edin,  med.  Joum. 

XXIV  1879 
Kromaykr:  Morbid  anatomy  of  psoriasis  A,f  Derm,  xxii  1890 
Lano,  E.  :  Mycotic  origin  (Epidermidophyton)  V.  f  Derm,  v  1878,  and  Volt- 

mann*8  klin,  VortrUge  no.  208  1881 
Xeumann  :  Histology  Wien.  med,  Jahrb,  1879 
Pkcirka:   Histology  and  nature  of  psoriasis  A,  hohkmes  de  med.  u  1887,  and 
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151.     Fit3rna8i8  rubra  (Hebra),  or  general  exfoliative  der- 
matitis, is  a  peculiar  and  rare  affection  of   the   skin,  the  only 
symptoms  of  which  throughout  its  entire  course  are  redness  and 
desquamation.     The   scales   are   sometimes  small,  but  they  are 
often  of    considerable  size.      After  a  time    the    skin    becomes 
smooth,  shining,  thin,  and  tense.      The  hair  becomes  thin  and 
falls  out,  and  when  the  disease  has  lasted  for  some  years  general 
marasmus  and  death  ensue.     The  only  textural  change  discover- 
able in  recent  cases  is  a  moderate  amount  of  cellular  infiltration 
in  the  cutis  and  papillary  layer.     No  special  changes  occur  in  the 
epidermis,  apart  from  those  associated  with  desquamation.    In 
the  later  stages  a  certain  amount  of  small-celled  infiltration  is  also 
found  in  isolated  patches,  but  it  is  very  unequally  distributed. 
The  skin  is  generally  much  atrophied,  the  rete  Malpighii  being 
notably   thinned,   while    the    papillae    are    depressed    or    have 
altogether  disappeared,  and  the  corium  and  its  fibrous  bundles 
have  much  the  same  look  as  in  senile  atrophy  (Art.  139).     The 
sebaceous  glands  and  the  hair-follicles  are  obliterated.     The  cause 
of  the  affection  is  unknown. 

Prurigo  is  a  disease  beginning  in  infancy,  and  generally  per- 
sisting throughout  life.  In  its  early  stages  it  is  characterised  by 
an  eruption  of  urticarial  wheals,  accompanied  by  severe  itching 
on  the  extensor  surface  of  the  limbs.  When  the  affection  has 
existed  for  some  time  inflammatory  nodules  are  formed,  chiefly  bv 
reason  of  the  inevitable  scratching,  and  over  these  the  skin  is 
excoriated  and  often  covered  with  small  crusts.  Eczematous 
inflammation  and  erysipelas  are  apt  to  he  superinduced.  Tlie 
cause  of  the  disease  has  not  been  discovered.  Auspitz,  H. 
Hebra,  Schwimmer,  and  others,  regard  it  as  of  neuropathic 
origin. 

Lupus  erythematosus  is  a  somewhat  rare  cutaneous  affection 
which  begins  with  an  eruption  of  one  or  more  raised  red  specks  or 
spots  varying  in  size  from  that  of  a  pin's  head  to  that  of  a  small 
pea  (Kaposi).     Each  spot  is  depressed  in  the  centre,  or  glisten- 
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inff  and  scar-like,  or  capped  with  a  thin  adherent  scale.  The 
reddened  margin  advances  gradually,  while  the  centre  cicatrises, 
and  thus  in  the  course  of  some  months  a  red-bordered  disc  is 
formed  {lupus  erythematosus  discoides^.  In  other  cases  the 
disease  advances  not  by  the  growth  of  old  spots,  but  by  the 
continual  development  of  new  ones  (lupus  erythematosus  dissemi- 
natus  et  aggregatus). 

The  morbid  process  consists  in  an  inflammation  of  the  cutis, 
especially  in  the  neighbourhood  of  the  sebaceous  and  sudori- 
parous glands  (Kaposi  and  Thin).  The  epithelial  cells  of  the 
glands  themselves  multiply  by  proliferation,  the  epidermis  is 
swollen,  and  scales  or  sometimes  vesicles  are  formed  on  its  sur- 
face. In  the  later  stages  both  the  epidermal  and  the  fibrous 
constituents  of  the  skin  become  atrophied. 

The  affection  occurs  most  frequently  on  the  head,  fingers, 
toes,  knees,  and  elbows.  Its  cause  is  not  known.  The  discoid 
form  usually  recovers,  while  the  disseminated  variety  is  subject  to 
frequent  relapses. 

References  on  Pityriasis  Rubra,  Prurigo^  and  Lupus 

Erythematosus. 

Elsenbero:  Pityriasis  rubra  F./.  Derm,  xiv  1887 

Gay  ;  Prurigo  A .  /.  Derm,  iii  1871 

Hbbra:  Pityriasis  rubra  V.f.  Derm,  iii  1876;  Die  krankh.  Verdnd,  der  Haut 

Brunswick  1884 
Hebra  and  Kaposi  :  Diseases  of  the  skin  iv  (New  Syd.  Soc")  London  1878 
Jadassohn:  Pityriasis  rubra  A.  f.  Derm,  xxiii  1891,  ana  xxiv  1892  (with 

references) 
Kromater  :  Histology  of  prurigo  A ./.  Dervx.  xxii  1890 
Leloir  :  Lupus  erythematosus  A.  dephysiol.  ii  1890 
Petrini  and  Babes  :  Case  of  pityriasis  rubra  Joum.  de  Vanat.  1890 
ScHtJTz :  Microscopical  preparations  of  lupus  erythematosus  A .  /.  Derm,  xxn 

1890 
Tatlor  and  van  Gibson  :  Observations  on  prurigo  clin.  and  pathol.  New  York 

Med.  Joum.  1891 
Thin  :  Pathology  of  lupus  erythematosus  Aled.-chir.  Trans,  lviii  London  1874 

152.  Lichen  (according  to  Hebra  and  Kaposi)  is  an  erup- 
tion of  papules  which  remain  as  such  and  do  not  pass  into  any 
higher  form. 

Lichen  scrofulosorum  (scrofulodermia  miliare^  Neisser)  is  a 
chronic  cutaneous  aJBfection  in  which  pink  or  brownish-red  flat- 
tened papules  are  formed,  each  capped  with  a  small  scale.  The 
condition  is  met  with  chiefly  in  tuberculous  patients,  and  usually 
affects  the  trunk.  According  to  Kaposi  the  morbid  process  con- 
sists in  cellular  infiltration  and  exudation  in  and  around  the  hair- 
follicles  and  the  sebaceous  glands  belonging  thereto,  and  in  the 
neighbouring  papillae.  Jacobi  maintains  that  the  affection  is  a 
tuberculous  disease  of  the  skin. 

Lichen  ruber  acuminatus^  according  to  Kaposi,  is  characterised 
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by  the  appearance  of  scattered  hard  red  miliary  nodules,  each 
capped  with  a  little  knot  of  epidermal  cells,  and  tending  t<i 
coalesce  into  diffuse  red  scaly  patches.  These  increase  in  size  by 
marginal  extension,  and  in  the  course  of  years  may  spread  over 
the  entire  surface  of  the  body.  On  histological  examination  cel- 
lular infiltration  can  be  detected  in  the  papillary  layer,  and  round 
about  the  vessels  of  the  corium  and  the  coiled  tubules  of  the 
sweat-glands.  On  these  changes  supervenes  some  hypertrophy 
of  the  epidermis.  Lassar  affirms  that  the  disease  is  due  to  a 
bacillus. 

In  lichen  ruber  planus  the  papules  are  flatt«ned  and  umbiU- 
cated.  They  have  a  lustre  like  that  of  wax,  they  do  not  desqua- 
mate, and  they  are  either  red  or  pale  in  tint.  In  the  later  stt^ea 
the  papillae  underneath  the  thickened  epidermis  become  atrophied. 

References  on  Lichen. 
Bender  :  Lichen  ruber  D.  med.  Work.  1887 
CxePARr:  Lichen  ruber  V.f.  Derm,  xv  1888 
Jacobi  :  Pathogenesis  of  lichen  Hcrofutosoriun  Vtrkandl.  der  dealachea  dermal 

Geaellich.  Vieima  1892 
Kapoi^i:  A.f-  Derm.  \\i  1889 

Lukasiewicz:  Liclien  ecrofuloaorum  A./.  Derm,  xxvi  1694 
Neisser:  The  present  position  of  the  lichennjuestion  .4./.  iTerm.  xxvmlSH 
Neumami  :  Liclien  ruber  and  pityriasis  pilaris  A./.  Derm,  xxiv  1893 
PosPELOW:  Licheo  ruber  planiw  A./.  Derm,  xii  1385 
RoNA :  Lichen  ruber  Monalih.  f,  prakl.  Derm,  vti  Hamburg  1888 
Taylor  :  Lichen  ruber  New  fitrt  Sled.  Joum.  1889 
ToRtiK:  Histology  of  lichen  planus  Ziegler'i  BeitrOqe  viu  1890 
TouTON  :  Lichen  ruber  planus  Berl.  tlin.  Woch.  1886 

153.  Eryeipelas  is  an  acute  inflammation  of  the  integmnent 
caused  by  a  streptococcus  (Fig.  276  a),  which  enters  the  akin  bj 
means  of  small  wounds,  and  spreads  chiefly  by  way  of  m 
lymphatic  system  (Fig.  276  a  l  and  Fig.  277  hi).  OccasionaUj 
the  micrococci  penetrate  from  the  lymph-vessels  to  the  circum- 
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jacent  tissues.  Degeneration  (Fig.  276  c)  and  inSammatioQ  (Fig. 
276  d  e  and  Fig.  277  m  mj)  are  induced  wherever  the  micro- 
organisms settle  and  multiply,  though  the  degeneration  is  rarely 
extensive  (Fig.  277  I IQ. 

Clinically  the  affection  takes  the  form  of  gradually-extending 
redness  and  swelling  of  the  skin,  accompanied  by  fever.  In  the 
early  stages  the  skin  appears  tense  and  shining  and  of  a  bright 
red  tint.  Presently  it  becomes  more  livid  or  brown,  the  swelling 
goes  down,  and  the  epidermis  is  thrown  off  in  scales  and  flakes. 

iSometimes  the  exudation  is  more  copious  and  tends  toward 
the  surface,  in  which  case  vesicles  (Fig.  277  e)  and  blebs  are 
formed,  and  the  eruption  is  described  as  erytipelat  veticvlotum 
or  bulloium.     When  the  contents  of  the  vesicles  oecome  purulent 
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we  have  erysipelas  pustulomm^  which  as  the  papules  dry  up  into 
scabs  passes  into  erysipelas  cnistosum ;  or  if  portions  of  the  skin 
become  necrotic  (I  l{)  and  gangrenous,  into  erysipelat  gangraen- 
oaum. 

The  histological  change,  other  than  the  inflammatory  hjrper- 
aemia,  consists  of  more  or  less  abundant  cellular  and  serous 
(Fig.  277  fn)  or  cellular  and   fibrinous  (m^)  infiltration  of  the 
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skin.  The  blebs  are  formed  by  tbe  swelling  («/),  liquefaction, 
and  disintegration  of  the  cells  of  the  rete  Malpignii  (_g  ff{).  As 
tbe  liquefaction  commences  at  various  points  within  the  bleb, 
the  cavities  (_g  ffi')  first  formed  are  small,  and  separated  from 
each  other  by  ceUuJar  shreds  ttist 
are  elongated  and  distorted  in 
various  ways. 

Phlegmon  or  phlegmonous 
inflammation  of  tbe  skin  (some- 
times called  cellulitis)  is  usually 
caused  by  the  Streptoeoccui  pyo- 
ffenea.  Its  favourite  seat  is  in 
the  subcutaneous  tissue  (Fis. 
278  d)  whence  it  extends  towards 
the  surface,  and  issues  in  sup- 
puration. The  corium  is  more 
or  less  densely  infiltrated  with 
cells  (e).  When  the  skin  becomes 
swollen  by  the  accompanying 
oedema  the  epidermis  at  certain 
points  is  sometimes  raised  en 
masse,  and  sub-epidermal  bullae 
(/)  are  thus  produced. 

Phlegmonous  inflammation 
involving  the  fingers  is  spoken 
of  as  'wUUoDT  or  felon  (^panar- 
itium cutaneum  and  aubeutantvn, 
or  paronychia  tendinota). 

Where  tbe  epidermis  is  thin, 
the  skin  is  usually  reddened  and 
often  shining,  especially  when 
the  corium  is  tbe  seat  of  tbe  in- 
flammation, the  process  thus  re- 
sembling erysipelas  in  it«  general 
course  and  appearance. 

In  mildcases  the  phlegmonous 
inflammation  undergoes  resolu- 
tion and  the  exudation  is  ab- 
sorbed ;  but  as  a  rule  supptira* 
tion  takes  place  at  some  pointc, 
and  gangrenous  necrosis  of  Ibe 
skin  itself,  or  of  underlying 
structures  such  as  fasciae,  is  nat 
uncommon.  Superficial  or  deep 
abscesses  containing  necrotic 
shreds  and  sloughs,  and  sometimes  foetid  pus,  are  thus  prodnced, 
and  these  by  ana  by  rupture  outwards.  By  direct  extensioD  the 
destructive  process  may  extend  laterally  and  vertically,  and  nlti- 
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raately  lead  to  lymphangitis,  lymphadenitis,  and  pyaemia.  In 
favourable  cases  however  the  purulent  infiltration  and  suppura- 
tion are  limited  by  the  development  of  granulations  and  cicatri- 
cial tissue  in  the  wall  of  the  abscess.  Evacuation  of  the  abscess 
is  followed  by  extrusion  of  the  dead  tissue,  the  infiltration  per- 
vading the  living  tissue  is  re-absorbed,  and  cicatrisation  takes 
place. 

154.  Acne  is  the  general  name  given  to  localised  inflamma- 
tions surrounding  the  liair-foUicles  and  the  associated  sebaceous 
glands.  It  gives  rise  to  small  red  nodules  or  pimples,  in  which 
may  be  noticed  the  dark  head  of  a  comedo,  or  a  minute  collection 
of  pus. 

The  tissue  around  the  hair-follicle  and  sebaceous  gland  may 
be  simply  hyperaemic  and  infiltrated  with  cells,  or  it  may  undergo 
partial  suppuration,  and  according  to  the  variations  in  the  severity 
of  the  process  the  forms  acne  indurata^  acne  punctata^  and  acne 
pustulosa  are  distinguished.  Ultimately  however  the  sebaceous 
gland,  and  sometimes  the  hair-follicle  also,  are  destroyed  by  sup- 
puration. 

Acne  mentagra  {sycosis  simplex  or  folliculitis  barbae)  is  a  sup- 
purative inflammation  of  the  hair-follicle  and  the  tissue  about  it. 
It  gives  rise  to  papules  and  pustules,  many  of  which  are  perfo- 
rated by  hairs.  The  parts  affected  are  those  adjacent  to  the  hairy 
portions  of  the  body,  especially  the  beard. 

Parasitic  sycosis  resembles  acne  mentagra  in  its  appearance, 
but  it  is  said  to  be  due  to  the  invasion  of  a  filamentous  or  mycelial 
fungus  (Art.  161). 

Boils  or  fnrunculi  are  due  to  inflammation  of  the  tissue  sur- 
rounding a  sebaceous  gland,  hair-follicle,  or  sweat-gland,  being 
distinguished  from  the  pimples  or  pustules  of  acne  by  the  much 
greater  extent  and  intensity  of  the  inflammation.  A  hard  some- 
what large  dark-red  swelling  is  at  first  produced,  and  this  pres- 
ently encloses  in  its  centre  a  '  core '  or  slough  of  necrosed  tissue  : 
as  the  tissue  around  it  suppurates  the  core  is  loosened,  and  ulti- 
matelv  ctust  off  when  the  boil  'breaks.' 

Carbuncle  or  simple  anthrax  resembles  a  boil  in  many  re- 
spects ;  but  it  extends  over  a  greater  area,  and  gives  rise  to  a  firm 
livid  swelling  which  may  reach  the  size  of  the  palm  of  the  hand  or 
more.  The  affected  skin  usually  necroses,  and  is  transformed  into 
a  dark  livid  pulp  or  a  continuous  slough.  Necrosis  and  suppuration 
also  ensue  in  the  deeper  portions  of  the  tissue,  the  pus  breaking 
through  at  various  points.  The  sloughing  mass  is  ultimately  loos- 
ened and  cast  off,  and  an  open  granulating  wound  is  left. 

The  pus  from  the  pimples  of  acne,  boils,  and  carbuncles  usually 
contain  staphylococci. 

Small  piistular  abscesses  resembling  those  of  acne  may  develope  around  the 
sweat-glands:   the  process  is  sometimes  referred  to  as  hidroadenitiB.     See 
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ViRNiCUii.:  Pblegmonoiii  bidroadenitii  A.  gen.  rle  med.  1864;  Poi.LiTzei: 
SuppuratiTehidroadonitis  AfonnfM./ oraJl.  Demi.  Hamburg  1892;  Pkterses: 
ASectionsof  tbe  sweat^laDds  .4.  /  7)erni.  xxv  1893;  Dl'BREUILII  :  Suppun- 
tjye  bidroadenitis  A .  de  me'd.  exp.  v  1893. 

155.  Malignant  pnetnle  or  speciflc  anthrax  iti  a  eutaneooa 
affection  caused  by  the  invasion  of  Hie  Badllut  anthraeia.  and  Bp> 
pears  from  one  to  fourteen  days  ufter  infection.     The  infection 
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starts  in  some  slight  wound,  such  an  the  sting  of  an  insect.  In 
most  cones  at  the  seat  of  inoculation  a  boil  is  formed,  varying  from 
six  millimetres  to  several  centimetres  in  diameter,  and  rising 
above  the  surface  as  a  rounded  or  flattened  swelling  (Fig.  279). 
It  is  red  or  yellowish-red  in  colour,  and  after  a  time  vesicles  are 
often  formed  on  its  surface,  and  a  clear  or  blood-stained  liquid  {g) 
may  exude  when  the  epidermis  is  partially  exfoliated.     As  Uie 
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exudation  dries  crusts  are  formed,  and  these,  if  they  lie  over  the 
centre  of  the  swelling,  occasionally  cause  it  to  appear  depressed 
or  umbilicated,  the  margin  rising  like  a  rampart  round  the  boil. 
The  tissue  adjoining  the  pustule  is  in  some  cases  but  slightly 
altered,  in  others  it  is  reddened  and  swollen  or  studded  with  small 
yellowish  or  livid  vesicles  (Koch).  When  the  process  remains 
local  the  pustule  becomes  a  gangrenous  slough  and  is  cast  off,  but 
if  general  infection  by  way  of  the  blood  takes  place  the  affection  is 
fatal.  In  rare  cases  local  inoculation  is  followed  at  once  by  intense 
and  wide-spread  oedematous  swelling,  no  pustule  or  other  circum- 
scribed elevation  being  formed. 

Within  a  mature  pustule  of  anthrax  (Fig.  279)  the  papillary 
layer  and  the  corium  are  beset  with  bacilli  ((?  rf/)  and  infiltrated 
with  cellular  (d/)  and  serous  (c)  exudations.  The  liquid  exu- 
dation, containing  blood  and  bacilli,  is  found  chiefly  about  the 
papillary  layer  (c),  and  as  the  epidermis  exfoliates  transudes  to 
the  surface;  the  cellular  infiltration  (c?)  is  densest  in  the  deeper 
layers.  When  vesicles  are  formed  the  epidermis  over  the  oede- 
matous and  swollen  papillae  is  raised  by  the  exudation. 

In  very  rare  cases  (Weigert,  Waldeyer)  the  bacilli  are 
conveyed  from  the  pustule  to  other  parts  of  the  skin,  and  give 
rise  to  red  spots,  papules,  and  vesicles. 

Inflammations  of  the  skin  resembling  that  due  to  anthrax  are 
occasionally  set  up  by  the  invasion  of  pyogenic  micrococci,  the 
affection  starting  from  some  small  wound  of  the  surface. 

Hospital  gangrene  or  phagedaena  (jgangraena  nosocomi- 
aK«)  is  a  traumatic  infective  disease  which  may  attack  any 
wound,  but  is  most  apt  to  occur  in  connexion  with  minor  surface 
wounds,  like  those  due  to  cupping  or  leech-bites.  The  infected 
wound  assumes  a  dirty-yellow  or  grey  tint  and  becomes  gangre- 
nous. When  it  contains  granulations  they  become  discoloured 
and  change  into  a  yellowish  creamy  pulp  which  speedily  breaks 
down  and  liquefies,  and  the  wound  secretes  a  putrid  serous  or 
sanious  liquid. 

Decubital  gangrene,  or  gangrenous  bed-sore,  is  a  progressive 
gangrenous  necrosis  of  the  integument,  which  occurs  in  emaciated 
jmtients  whose  circulation  is  enfeebled  by  oligaemia  and  cardiac 
weakness.  Slight  pressure  is  therefore  enough  to  cause  necrosis 
of  the  skin.  The  affected  parts  are  livid  or  black,  and  under  the 
influence  of  septic  micro-organisms  become  putrid  and  break 
down.  The  commonest  sites  of  such  bed-sores  are  over  the 
sacrum,  great  trochanters,  and  heels.  They  are  often  not  limited 
to  the  skin,  but  extend  to  the  deeper  soft  parts  and  even  to  the 
bones. 

Perforating  ulcer  of  the  foot  (malum  perforans  pedis}  is 
a  peculiar  affection  of  the  foot  which  begins  with  the  formation 
of  an  induration,  beneath  which  a  deeply  penetrating  ulcer  is 
rapidly  produced,  at  whose  base   even  the  bone   may   become 
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inflamed  and  necrotic.  Many  writers  (Duplay,  Morat, 
ScHWiMMER,  PiTRES,  Vaillard)  regard  the  affection  as  a  tro- 
pho-neurotic  form  of  inflammation.  It  is  however  beyond  doubt 
that  simple  mechanical  injury,  from  pressure,  friction,  etc.,  is  cap- 
able of  producing  it,  and  accordingly  it  occurs  most  frequently 
in  parts  that  are  subjected  to  pressure.  The  supervention  of 
ulceration  is  favoured  by  the  deficient  nutrition  of  the  tissues  of 
the  foot  resulting  from  sclerosis  and  atheroma  of  its  arteries,  or 
it  may  be  in  certain  cases  from  disorder  of  its  innervation. 

Tropical  uloer,  Penjdeh  boil,  or  oriental  sore  (Hbtdknreich:  Dm 
Pende'sche  GesckwUr  St  Petersburg  1888,  reviewed  in  CerUralhl./.  Bakterido^ 
V  1889),  is  a  cutaneous  affection  that  under  various  local  names  is  endemic  b 
sub-tropical  countries.  It  begins  as  an  eruption  of  single  or  multiple  papules 
and  pustules,  which  break  down  into  ulcers  varying  in  size  from  that  of  a  pea 
to  that  of  a  plum,  or  even  larger.  They  usually  heal,  leaving  behind  a  super- 
ficial scar.  According  to  Heydenreich,  the  exciting  cause  is  a  capsolivted 
micrococcus. 

Ainhuxn  (da  Silva  Lima  :  Arch,  of  Derm,  vi  1888)  is  a  peculiar  disesae 
of  the  toes  to  which  negroes  of  African  descent  are  liable.  An  encircling  con- 
striction appears  at  the  level  of  the  digito-plantar  fold  of  the  fifth  or  some- 
times of  the  fourth  toe,  while  the  toe  itself  swells,  and  after  a  time  its  surface 
becomes  raw  and  scaly.  Ultimately  the  toe  drops  off  by  spontaneous  amputa- 
tion.   The  cause  of  the  disease  is  unknown. 


References  on  Perforating  Ulcer  of  the  Foot  and  Q-angrene  of 

the  Skin. 

DouTRELEPONT :  Acute  multiple  gangrene  of  the  skin  A.  f.  Derm,  xiii  1886, 

-4 .  /.  Derm,  xxii  1890 
Duplay  :  Perforating  ulcer  Arch.  gen.  de  med.  i  1873,  and  Joum.  de  me'd.  el 

chir.  prat.  46  1875 
Fisher  :  idem  A.f.  klin.  Chir.  xviii  1875 

Lagrange  :  Multiple  origin  of  perforating  ulcer  Semaine  mdd.  no.  48  1886 
MoRAT  and  Duplay  :  .1.  gen.  de  med.  1 1873 
PiTRES  and  Vaillard  :  J^^ervous  changes  in  perforating  ulcer  A.  de  physiol.  v 

1885 
Savory  and  Butlin  :  Perforating  ulcer  Med.-chir.  Trans,  lxii  London  1879 

(with  references) 
Schwimmer:  Chronic  skin  affections  Ziems8en*8  Handb.  d.  spec.  Path,  xiv 


156.  Ulcers  of  the  skixL  A  cutaneous  ulcer  is  an  open 
wound  involving  loss  of  substance  in  the  cutis,  the  tissues  of  its 
floor  and  margins  being  infiltrated  with  inflammatory  products 
and  undergoing  progressive  molecular  disintegration. 

Ulcers  are  the  result  of  necrosis  befalling  a  portion  of  skin 
which  has  been  previously  infiltrated  with  inflammatory  products. 
The  progressive  disintegration  of  tissue  and  the  consequent  en- 
largement of  the  ulcer  depend  either  on  some  morbid  predispo- 
sition in  the  tissue  itself,  or  on  the  nature  and  mode  of  action  of 
the  injurious  agent  which  sets  up  the  inflammation.  Examples 
of  both  these  varieties  of  ulcer  have  been  described  in  the  pre- 
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ceding  paragraphs,  and  will  have  again  to  be  considered  under 
the  heads  of  tuberculosis,  leprosy,  and  syphilis.  Two  special 
forms  of  ulceration  of  the  skin  must  however  be  here  referred 
to  —  the  varicose  and  the  venereal. 

The  varicose  ulcer  is  primarily  due  to  local  venous  engorge- 
ment, leading  to  dilatation  of  the  cutaneous  veins  and  oedema- 
tous  infiltration  of  the  tissues.  The  engorged  skin  becomes  very 
susceptible  to  injury,  comparatively  slight  scratches  and  wounds 
sufficing  to  induce  cellular  infiltration,  suppuration,  and  necrosis. 
Ulcers  are  thus  produced  which,  though  they  granulate  readily, 
do  not  heal  so  long  as  the  exciting  cause  persists.  Not  only  does 
the  granulating  surface  fail  to  '  sKin  over,'  but  it  often  continues 
to  extend  more  and  more  widely,  till  in  some  cases  it  reaches  an 
enormous  size. 

The  surrounding  fibrous  tissue  becomes  thickened  in  conse- 
quence of  the  long-standing  oedema  and  the  formation  of  new 
connective  tissue,  and  so  assumes  a  brawny  or  callous  appearance. 
The  granulations  exhibit  no  special  characters  when  examined 
under  the  microscope,  and  may  be  either  scanty  or  exuberant 
('proud  flesh'). 

The  epidermis  bordering  on  the  granulations,  and  covering 
them  over  along  a  narrow  marginal  zone,  often  thrusts  in  pro- 
longations and  offshoots  into  the  midst  of  them,  but  does  not 
advance  in  the  normal  manner  over  their  surface.  The  tissues 
around  and  underlying  the  ulcer  usually  exhibit  changes  due  to 
persistent  engorgement,  such  as  cyanotic  discoloration,  desquama- 
tion of  the  epidermis,  dilated  veins,  oedematous  infiltration,  etc. 
The  most  common  site  of  these  ulcers  is  on  the  leg. 

The  venereal  ulcer  or  soft  chancre  (chancroid,  ulcus  molle) 
is  a  contagious  local  affection  of  venereal  origin,  and  therefore 
usually  situated  on  the  genitals.  It  begins  some  twenty-four 
hours  after  infection  as  a  vesicle  or  pustule,  which  rapidly  becomes 
an  ulcer  with  a  yellowish  base  and  a  reddened  border.  It  extends 
by  the  progressive  molecular  disintegration  of  the  marginal  tissue. 
The  edges  and  floor  of  the  ulcer  are  very  thickly  infiltrated  with 
cells,  and  these  as  they  near  the  surface  pass  through  successive 
stages  of  degeneration  and  decay,  and  at  length  form  a  superficial 
layer  of  structureless  detritus.  A  soft  chancre  may  give  rise  to 
lymphangitis  and  lymphadenitis  (bubo),  but  not  to  syphilitic  in- 
fection. According  to  Krefting,  Ducrey,  Petersen,  Mermel, 
and  Spibtschka,  it  is  probable  that  the  soft  chancre  is  due  to  a 
bacillus,  though  it  also  contains  pyogenic  micrococci,  and  non- 
syphilitic  bubos  seem  indeed  to  be  mainly  due  to  these  latter 
organisms. 

When  a  patient  is  infected  simultaneously  with  the  venereal 
poison  of  soft  chancre  and  with  syphilis,  the  base  of  the  soft 
chancre  becomes  indurated  in  the  third  or  fourth  week  after  infec- 
tion, and  the  soft  chancre  is  thus  converted  into  a  hard  chancre 

2m 
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(ulcuB  induratum).  If  the  soft  chancre  has  by  this  time  already 
healed,  the  induration  characteristic  of  syphilis  appears  in  the 
cicatrix. 

Refer enceB  on  Soft  Chancre. 


Bender:  Cent.f.  Bakteriologie  in 

DucREY :  Experimental  researches  Monatsh.  f.  prakt.  Derm,  ix  Hamburg  1889, 

and  Compte  rendu  du  congr.  intemat.  de  dermatologie  Paris  1890. 
Finger  :  Differentiation  from  the  initial  sclerosis  of  syphilis  V.  f.  Derm.  1885 
Krefting  :  Bacteriology  of  ulcus  molle  A.f.  Derm.  1892 
Lang  :  Das  venerische  Geschwur  Wiesbaden  1887 
Mermel:  The  microbe  of  soft  chancre  A.  gen.  de  mcd.  1893 
Petersen  :  Bacilli  of  ulcus  molle  Cent.  f.  Bakteriologie  xiii,  and  A .  /.  Dtnu. 

XXIX  1894 
Spietschka  :  Aetiology  of  venereal  bubo  A .  f.  Derm,  xxviii  1894 

157.  The  granulomata  affecting  the  skin  are  chiefly  due  to 
known  infections,  such  as  tuberculosis,  syphilis,  leprosy,  and  rhi- 
noscleroma,  though  forms  are  occasionally  met  with  whose  cause 
is  unknown.  Some  of  these  develope  in  connexion  with  trau- 
matic injuries,  others  without  any  apparent  external  cause. 

Traumatic  granulomata  start  from  various  kinds  of  wounds, 
often  of  a  trifling  character,  and  take  the  form  of  papillomatous 
or  fungating  soft  red  growths,  composed  of  granulation-tissue 
abounding  in  vessels  and  cells.     Whether  the  growths  are  due  to 
something  special  in  the  mode  of  irritation,  or  in  the  tissue  itself, 
is  not  known.     In  adults  they  are  commonest  about  the  head:  in 
new-born  infants  they  not  infrequently  develope  in  the  course  of 
the  first  week  about  the  umbilical  stump,  where  they  appear  as 
small  deep-red  nodules  which  are  sometimes  as  large  as  a  pea. 
According  to  Kustner  these  growths  in  rare  cases  enclose  gland- 
ular tubules,  similar  in  structure  to  those  of  the  intestine,  and 
probably  derived  from  remnants  of  the  omphalo-mesenteric  duct. 

Papillomatous  dermatitiB  of  the  scalp  (Kaposi)  or  sycoeiB 
framboesiformis  (Hebra)  is  a  granulomatous  growth  giving  rise 
to  firm  red  superficial  tuberous  and  raspberry-like  excrescences 
(framboesia  nori'Syphilitica)^  that  are  usually  well  covered  with 
epidermis,  though  here  and  there  they  are  moist  or  encrusted  with 
scabs.  They  are  seated  most  frequently  on  the  back  of  the  head 
and  neck,  and  measure  from  0-5  to  3  centimetres  across  at  the 
base ;  when  numerous  they  sometimes  become  confluent.  The 
exciting  cause  is  unknown.  In  histological  structure  they  re- 
semble tropical  f  ramboesia  or  yaws,  an  endemic  contagious  dis- 
ease of  the  skin  prevalent  on  the  western  coast  of  Africa,  in 
Senegal,  on  the  Congo,  in  the  Malay  Archipelago,  and  in  South 
America. 

Granuloma  fungoides  (myconB  fungoiden  (Alibbrt)  or  papU- 
loma  areo-elevatum)  is  a  peculiar  and  rare  cutaneous  affection, 
taking  the  form   of  weeping  and  scaly  eczematoid  infiltrated 
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patches  as  large  as  the  hand,  or  of  papillomatous  and  nodular 
granulomatous  growths  from  the  size  of  a  pea  to  that  of  a  pigeon's 
egg.  The  growths  may  appear  on  any  part  of  the  body,  and 
undergo  ulceration,  or  heal  up  leaving  patches  of  pigmentation. 
They  are  sometimes  associated  with  swellings  of  the  lymph-glands. 
The  affection  is  accompanied  by  itching  of  the  skin,  and  after  a 
duration  of  some  years  it  terminates  fatally  from  general  maras- 
mus.    Its  aetiology  is  unknown. 

Rhinoscleroma  is  a  rare  tumour-like  granuloma  due  to  a 
specific  bacillus :  it  aif ects  the  skin  of  the  nose,  the  fauces,  and 
the  larynx.  On  the  nose  it  forms  hard  greyish-red  nodes  covered 
with  normal  epidermis ;  in  the  mucous  membrane  of  the  naso- 
pharynx and  larynx  the  growths  are  flat,  becoming  puckered  and 
shrunken  as  they  cicatrise.  The  nodes  are  composed  of  highly- 
cellular  granulation-tissue,  extending  into  the  adjacent  structures 
in  the  form  of  rounded  or  elongated  offshoots.  In  some  places 
the  tissue  contains  vacuolated  cells  and  hyaline  bodies. 

Meferences  on  Mhinoscleroma  and  its  Bacillus. 
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VON  Friscu  :  Aetiology  Wien,  med,  Woch,  xxxii  1882 
Jaffinger  :  Das  Sklerom  d.  Schleimhaut  d.  Nose  etc.  Vienna  1892 
Kobner:   Vereinf.  inn.  Med.  Berlin  1885 
Lang  :  Rhinoscleroma  Wien.  med.  Woch,  xxxiii  1883 
Mibelli:  Histology  Monatsh.  f.  prakt.  Derm,  viii  1889 
Mikulicz:  Rhinoscleroma  A.  f.  klin.  Chir.  xx  1876 
Nikiforoff:  idem  A.f.  exp.  Path,  xxiv  1888 
Paltauf  :  Aetiology  Wien.  klin.  Woch.  1891, 1892 
Pawlowsky:  Aetiology  Cent.f.  allg.  Path,  i  (p.  601) 
Payne  and  Semon  :  Case  Trans.  Path.  Soc.  xxxvi  London  1884 
Pellizzari  :  11  rinoscleroma  Florence  1883 
Stepaxow:  Inoculation  experiments  Cent.  f.  Bakteriologie  v  1889;  Aetiology 

Monatsschr.f.  Ohrenheilk.  1893 
WoLKOWiTSCH  :  Histology  and  parasitic  origin  Cent.f.  med.  Wiss.  xxiv  1886; 

Rhinoscleroma  A .  /.  klin.  Chir.  xxxviii  1889  ; 

Zagari:  Aetiological  researches  Giorn.  intemaz.  d.  scienze  med.^xi  Naples  1889 
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KoBNER :   Mycosis  fiingoides  D.  med.  Woch.  1886,  and  Portschr.  d.  Med.  ir 
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References  on  Papillomatous  Dermatitis  of  the  Scalp. 
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References  07i  Umbilical  Oranvloma. 

KtJSTER:  A.f.  klin.  Chir.  xvi  1874 

KusTNER :   V.  A.m  1877 

Weber,  F.  :  Beitr.  zur  path,  Anat.  der  Neugehomen  iii  Kiel  1851-3 

158.  Tuberculosis  of  the  skin  usually  appears  in  the  form 
of  superficial  ulcers  on  parts  near  orifices  that  are  covered  with 
mucous  membrane,  in  other  words  about  the  head,  the  genitals, 
and  the  anus ;  they-  are  rarely  met  with  in  other  portions  of  the 
body.  The  ulcers  are  round  or  oval,  their  margins  somewhat 
infiltrated  and  sinuous,  and  their  bases  and  the  adjacent  tissue 
beset  with  nodular  granulations. 

A  second  form,  formerly  described  as  scrofnlodennia,  begins 
with  the  formation  of  circumscribed  and  isolated  nodular  granu- 
lomatous deposits  seated  chiefly  in  the  subcutaneous  connective 
tissue,  and  giving  rise  to  swelling  and  lividity  of  the  skin.  These 
break  through  and  discharge  a  thin  yellowish-white  liquid,  and 
leave  behind  ulcers  with  livid  undermined  borders,  and  floors 
covered  over  with  thin  granulations  and  necrotic  detritus.  This 
form  occurs  chiefly  in  children  as  an  accompaniment  of  wide- 
spread chronic  tuberculosis  (scrofula)  of  different  organs,  the 
tuberculous  eruption,  caseation,  and  destruction  of  tissue  often 
starting  in  the  lymph-glands.  The  commonest  seat  of  the  affec- 
tion is  about  the  face  and  in  the  cervical  and  nuchal  regions. 

Lupus  TTUlgaris  is  a  form  of  primary  cutaneous  tuberculosis, 
starting  at  one  point,  or  in  rare  cases  at  more  than  one.  It  is 
accompanied  or  followed  by  tuberculosis  of  other  organs,  and 
occurs  chiefly  in  children  of  from  three  to  ten  years  of  age.  The 
affection  usually  attacks  the  face  (Fig.  280)  or  the  limbs ;  it  sel- 
dom begins  on  the  trunk. 

The  process  consists  essentially  in  the  formation  of  vascular 
and  non- vascular  granulomatous  nodes  (Fig.  281  d  e),  often  ex- 
actly resembling  typical  tubercles,  and  containing  bacilli.     The 
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nodes  may  break  down  and  disappear  by  reBorption,  though  as 
they  soften  the  sub-epidermal  foci  often  rupture  through  the  skin 
(ff),  and  give  rise  to  suppurating  ulcers  which  become  covered 
over  with  crusts.  Diffuse  infiltration  and  fibrous  hyperplasia 
generally  take  place  between  the  nodes,  or  exuberant  granulations 
grow  up  and  protrude  above  the  surface  of  the  skin.  Ingrowths 
of  epidermis  penetrating  between  the  proliferous  granulations  (A) 
give  the  structure  an  appearance  not  unlike  that  of  carcinoma. 

From  the  outset  or  during  the  progress  of  the  disease,  which 
extends  radially  from  the  starting  point,  red  and  yellowish-brown 
smooth  or  scaly  spots  (^lupuB  maculosue^  appear  over  the  deeper- 
lying  nodes,  and  these 
readily  give  way  when 
pressed  upon  with  a 
probe.  When  the  nodes 
lie  close  together,  brown- 
ish-red or  brownish-yel- 
low spots  are  formed 
and  afterwards  sink  in 
as  the  central  portions 
of  the  nodes  are  re- 
absorbed. The  surface 
at  the  same  time  be- 
comes smooth  owing  to 
the  destruction  of  the 
papillae,  and  the  epi- 
dermis becomes  fissured 
and  exfoliates  (^Ivput 
exfoliativus).  As  the 
tissue  disintegrates  ul- 
cers are  produced  and 
become  covered  over 
with  pus  and  crusts 
(lupug  exulcerani  or 
exedens').  In  other 
cases  smooth  radiating 
scars  appear  in  the  cen- 
tre of  tlie  patch,  while 
the  process  extends  at  the  margins  (lupus  terpiginosus).  Warty 
or  papillomatous  excrescences  (lupu»  framhoeaioidet,  papillarit, 
verrucosus),  or  tuberous  growths  {lupus  tuherosus,  vodosus,  hyper- 
trophieus^  tumidus'),  may  develope  beneath  tlie  epidermis  or  on  the 
floors  of  the  ulcers,  the  protuberances  being  generally  covered 
over  with  crusts  or  epidermal  scales.  Tliese  changes  usually 
give  rise  in  the  course  of  years  to  very  extensive  destruction, 
which  in  the  face,  for  example  (Fig,  280),  produces  extreme  de- 
formity and  disfigurement.  The  nose,  the  lips,  and  tlie  eye-lids 
may  be  nearly  destroyed,  and  are  generally  much  distorted  by 
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(From  a  photograph  by  Demmb  of  Berne) 
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the  cicatrices.  On  the  limhs  thickenings  eiinilar  to  those  of 
acquired  elephantiasis  are  not  uncommon.  They  consist  of  newly- 
formed  connective  tissue,  granulomatous  nodes,  and  necrotic  tig- 
sue,  and  are  usually  beset  with  brown  tuberosities  or  papilloiu- 
tou8  growths,  whose  surface  is  moist  or  scaly  and  crusty. 

Cadaveric  or  necroganons  warts  are  due  to  tuberculous  inoc- 
ulation of  the  skin ;  they  are  most  apt  to  affect  anatomists  aod 
dissecting-room  attendants,  and  arise  from  inflammatory  over- 
growth of  the  papillary  layer,  with  the  formation  of  tubercles 
therein,  and  simultaneous  hypertrophy  of  the  epidermis.  This  ij 
one  of  the  forms  of  traumatic  tuberculosis,  and  is  analogous  to 
the  other  varieties  produced  in  the  skin  and  subcutaneous  tissue 
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by  inoculation  of  the  tuberculous  virus,  such  as  that  sometimes 
developed  in  the  lobes  of  the  ears  after  they  have  been  pierced 
for  ear-rings.  Pyogenic  infection  is  liable  to  take  place  at  the 
same  time  or  subsequently,  and  give  rise  to  pustular  eruptions  or 
to  deep-seated  purulent  inflammation  and  lymphangitis.  The 
result  is  an  affection  intermediate  in  character  between  suppura- 
tion and  tuberculous  disease. 

When  the  tuberculous  foci  in  the  skin  do  not  disintegrate  and 
break  down,  large  tumour-like  nodes  are  apt  to  develope  from 
them.  Small  cutaneous  tubercles  sometimes  assume  the  appear' 
ance  of  lichen  (Art.  152). 
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159.  The  initial  maoifes 
tation  of  Byphllis  in  the  Bkin 
makes  its  apj^eirance  ten  to 
thirty  days  after  infection  in 
the  form  of  a  sharply  defined 
resistent  induration  withm 
which  the  tissue  is  infiltrated 
with  numerous  small  ro  ind 
cells  (Fig.  282  a)  interspersed 
at  times  \vith  large  epithelioid 
cells  (ft)  and  multinuclear 
giant-cells  (c).  Thisind  irated 
sore  is  called  the  initial  Bcler 
oeiB  of  syphilis  (true  Hnnte- 
rian  chancre  or  sypliilitic 
induration). 

Sometimes  the  initial  scler- 
osis appears  as  a  papule  over  which  the  epidermis  speedily 
deBquamates  ;  but  more  frequently  it  has  the  appearance  of  a  fiat 
parchmeDt-like  disc,  or  is  roundetC  bean-shapetl,  or  cylindrical  in 
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form.  After  some  weeks  the  sclerosis  generally  disappears,  and 
in  some  cases  leaves  behind  it  a  persistent  scar-like  induration  : 
more  frequently  however  the  epidermis  exfoliates  and  the  super- 
ficial layers  of  the  corium  break  down,  leaving  an  erosion  that  be- 
comes an  ulcer  or  hard  chancre.  In  rare  cases  a  vesicle  is  formed, 
which  afterwards  bursts  and  leaves  behind  it  an  ulcerous  sore. 

The  size  of  the  ulcer  with  its  indurated  base  varies  in  diflferent 
cases,  depending  chiefly  on  its  situation  and  surroundings ;  these 
are  often  such  as  to  intensify  the  lesion  and  increase  the  amount 
of  inflammation  and  ulceration.  The  surface  of  the  ulcer  secretes 
thin  pus  and  at  times  casts  off  sloughs  of  necrotic  tissue.  The 
floor  rarely  granulates  freely,  but  now  and  again  papillomatous 
outgrowths  arise  from  it  (venereal  papilloma).  Under  suitable 
treatment  the  ulcers  generally  heal,  but  some  induration  usually 
persists  for  a  long  while  in  the  scar. 

When  the  initial  manifestation  takes  the  form  of  a  papule, 
a  prominent  nodule  is  produced  varying  in  size  from  that  of  a 
grain  of  barley  to  that  of  a  pea,  and  dusky  blue  to  pale  red  in 
colour.  This  increases  in  size,  remaining  rounded  or  becoming 
more  flattened  as  it  spreads,  but  still  raised  slightly  above  the 
surface.  On  dry  parts  of  the  body  the  epidermis  desquamates 
and  the  surface  of  the  papule  becomes  crusted  over ;  on  the  moist 
parts  it  'weeps.'  Ulcers  are  ultimately  formed  by  disintegration 
of  the  tissue.  Resolution  may  take  place  by  resorption  of  the  in- 
filtration, and  pigmented  spots  and  scars,  or  occasionally  small  finn 
pale  papules  having  the  colour  of  the  skin  (Lang),  remain  behind. 

The  cutaneous  eruptions  or  syphilides  resulting  from  the 
dissemination  within  the  body  of  the  syphilitic  virus  may  appear 
on  any  part  of  its  surface,  though  they  generally  show  first  on 
the  trunk,  and  afterwards  on  the  face  and  limbs.  They  usually 
take  the  form  of  roseolar  spots,  papules,  pustules,  and  superficial 
or  deep-seated  gummata;  in  rare  cases  pigmented  and  scaly  spots 
appear  without  any  antecedent  eruption  (Lang). 

Syphilitic  roseola  appears  most  frequently  on  the  trunk,  but 
it  sometimes  spreads  over  the  entire  surface  of  the  body,  and  con- 
sists of  slightly-raised  spots  (maculo-papular  syphilide),  varying 
from  the  size  of  a  pea  to  that  of  a  finger-nail.  The  tissue  within 
these  spots  is  infiltrated  and  its  cells  are  proliferous.  In  one 
or  two  weeks  the  eruption  becomes  dirty-brown  or  grey  in  colour, 
and  usually  disappears  in  three  or  four  weeks. 

The  papular  syphilide  begins  as  an  eruption  of  red  specks 
from  the  size  of  a  pin's  head  to  that  of  a  lentil,  upon  which  pap- 
ules arise  varying  in  size  from  that  of  a  millet-seed  to  that  of 
a  pea,  and  pointed,  rounded,  or  flattened  in  shape.  The  eruption 
is  distinguished,  according  to  the  size  of  the  papules,  as  a  small- 
papular  (miliary)  or  large-papular  (lenticular)  syphilide.  The 
first  looks  very  like  lichen  ruber,  and  is  therefore  described  as 
lichen  Byphiliticus.     The  tissue  within  the  papules  is  infiltrated 
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with  exudation  (Fig.  270)  and  is  in  process  of  proliferation ; 
giant-cells  are  sometimes  developed  in  it. 

The  papules  rising  from  dry  surfaces  are  red,  bluish,  or  brown, 
or  differ  in  colour  but  little  from  the  surrounding  akin ;  as  they 
fade  they  become  covered  with  desquamated  epidermal  scales. 
They  sometimes  leave  behind  brown  or  grey  pigmented  spots, 
which  afterwards  grow  paler  and  sometimes  lose  their  pigment 
entirely.  In  certain  cases  vesicles  and  pustules  supervene  on  the 
papules  (vesicular  syphilide,  herpes  at/p/iiliticus  or  impetigo  lypki- 
HHca),  and  as  they  dry  up  form  scabs.  On  the  palmar  and 
plantar  surfaces  the  papules  as  a  rule  remain  flattened,  becoming 
thickly  covered,  as  the  eruption  declines,  with  membranous  epi- 
dermiU  scales  (^psoriasis  palmans  et  plantaris  ayphilitica). 
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In  parts  that  from  their  position  are  always  kept  more  or  less 
moist,  the  syphilitic  papules  generally  become  exuberant,  and 
form  the  broad  flattened  elevations  known  as  mncons  patcheB 
{condylomata  lata  or  flat  papules).  The  exudation  infiltrating 
the  tissue  usually  oozes  through  to  the  surface  (Fig-  270  /  A), 
and  causes  it  to  'weep.'  At  the  same  time  the  superficial  layers 
of  epidermis  become  swollen  (d  g)  and  macerated.  The  patches 
are  soft  and  more  or  less  reddened  or  bluish  in  tint,  and  those 
lying  near  each  other  sometimes  coalesce  and  ulcerate. 
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The  pustular  syphilide  is  due  to  the  formation  of  pus  he- 
neath  the  hovny  layer  of  the  epidermis,  or  to  suppuration  of 
the  infiltrated  tissue  of  the  papules.  In  the  former  condition 
(Fig,  283  A)  the  papillary  layer  is  exposed  when  the  pustule 
separates,  its  tiaaue  being  infiltrated  with  liquid  or  covered  with 
granulations  (i).  When  the  papillary  layer  and  the  eorium  are 
destroyed,  the  removal  of  the  pustule,  or  of  the  crnst  formed 
from  it  as  it  dries,  reveals  a  deep  or  shallow  ulcer,  which  can 
heal  only  by  the  formation  of  a  depressed  cicatrix.  In  rare 
cases  exuberant  papillomatous  growths  appear  on  tlie  floor  of  the 
ulcer  (^framhoetia  syphilitica). 

The  syphilitic  pustule  sometimes  hecoraes  umbilicated,  and 
thus  has  arisen  the  term  variola  sj/pkilitica  or  grtat-pox.  When 
a  number  of  pustules  are  clustered  round  a  hair-follicle  the  condi- 
tion is  called  acne  si/philitica.  Large  pustules  are  often  referred 
to  as  pemphigus  si/philiticus,  and  still  larger  ones,  each  covered 
with  a  dirty  crust,  as  i-vpia  typhilitica. 

The  small -pustular  sj-philides,  like  the  small-papular  variety, 
are  apt  to  be  widely  spread  over  the  body,  and  appear  at  various 
stages  of  the  disease.  The  rupial  form,  in  which  isolated  pustules 
may  grow  to  the  size  of  a  silver  crown-piece  or  dollar,  is  associated 
with  the  tertiary  stage.  The  rupial  pustule  tends  to  dry  into  a 
crust,  beneath  which  the  formation  of  pus  goes  on  ;  this  pus  again 
dries,  and  so  the  size  of  the  crust  steadily  increases.  A  depressed 
scar  i.t  left  when  the  process  comes  to  an  end. 

Q-ammata  of  the  skin  are  similar  in  appearance  to  the  initial 
Bclerosis  of  syphilis,  and  form  small  rounded  or  flattened  nodes, 
flharply  defined,  and  of  a  dull-red  or  purplish  colour.  After 
existing  for  a  while  they  disappear,  leaving  behind  an  atrophic 
glistening  scar,  or  break  down  and  form  gummatous  ulcers  with 
infiltrated  floors.  As  these  heal  they  leave  glistening  white  scars 
surrounded  by  a  pigmented  zone.  Such  ulcerating  nodes  not 
infrequently  appear  in  large  numbers,  and  sometimes  become  con- 
fluent. Papillomatous  growths  may  arise  from  the  floors  of  the 
ulcers  (Jramboesia  syphilitica').  In  the  course  of  months  or  years 
large  areas  of  the  skin  may  thus  be  invaded,  by  the  successive 
formation  of  freah  nodes  and  cicatrices.  When  an  ulcer  heals  at 
one  side  while  the  other  side  advances,  it  takes  a  reniform  or  eres- 
centic  shape  (^ulcus  serpiginosum). 

In  rare  cases  diffuse  gummatous  infiltrations  covered  with 
scales  and  scabs  are  formed :  these  ulcerate  here  and  there,  leaving 
indurated  scars  as  they  heal. 

Gummata  of  the  subcutaneous  connective  tissue  take  the  form 
of  nodes  from  the  size  of  a  bean  to  that  of  the  fist,  which  after 
eorae  considerable  time  soften  and  disappear  by  resorption,  leaving 
a  thin  and  puckered  area  on  the  overlying  skin.  Sometimes  the 
nodes  undergo  partial  caseation  and  calcification,  or  rupture  exter- 
nally, forming  an  ulcer  with  thickened  and   undermined  edges, 
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and  aD  indurated  floor  covered  with  necrotic  sfareds.  When  the 
ulcer  is  cleansed  of  dead  tissue  and  detritus  it  heals  by  cicatrLBfb- 
tion.  In  severe  cases  such  ulcers  may  be  numerous  and  cause 
deep  and  wide-spread  loss  of  tissue.  The  forehead,  back  of  the 
neck,  scapular  region,  and  leg  are  the  favourite  seats.  Cutaneous 
gummata  generally  accompany  the  later  stages  of  syphilis,  and 
accordingly  seldom  appear  at  the  same  time  as  the  papular  and 
pustular  syphilides. 
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Michelbon:  Lichen  Bjpbili tic tis  F.^. 1181889 
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1€0.  Leprosy  affecta  chiefly  the  skin  of  the  face  (Fig.  2(M). 
the  extensor  surfaces  of  the  knees  and  elhows,  and  the  hands  and 
feet  (Fig.  285).  It  begins  with  an  eruption  of  red  spots,  which 
either  disappear  and  leave  behind  pigmented  specks,  or  rise  into 
nodes  and  tuberous  swellings  of  a  brownish-red  colour  (lepra 
tuberosa,  tabercularii.  or  nodosa).  Bullae  are  occasionally  formwl. 
The  exciting  cause  of  all  these  changes  is  the 
ii  "l^incit  and  growth  in  the  skin  of  the  SacU- 

rlie  nodes  either  remain  unaltered  for 
ny  months,  or  increase  in  size  and  coalesce 
into  bulky  protuberances  (elephantiaait  grae- 
coriim,  faciei  leontina.  Fig.  284).  New  nodes 
appear  from  time  to  time,  preceded  by  ery- 
sipelatnid  reddening  and  swelling  of  the  skin. 
The  pL-ripheral  nerves  are  apt  to  be  involved, 
leading  to  atrophic  conditions  of  the  skin 
mauil'tsted  by  the  appearance  of  white  and 
brortii  stains  (lepra  maculosa,  morphoea  nigra 
et  alha].  Once  cutaneous  sensibility  is  lost 
the  patient  often  injures  himself  unwittingly, 
and  thus  in  the  later  stages  ulceration  is  apt 
to  be  set  up,  and  extending  deeply  into  the 
tissue  may  bring  about  the  loss  of  entire  pha- 
langes  {lepra  mutilans.  Fig.  285). 

The  multiplication  of  the  s[>eciflc  bacilli 
leads  to  the  formation  of  cellular 
or  fib ro- cellular  nodes  and  strands 
(Fig.  286  d  fg  K),    and  these  to 
thickening  of  the  skin.     They  de- 
velope  with  especial   frequency  in 
the  neighbourhood  of  the  hair-fol- 
licles (d  ),  and  in  the  ducts  (J)  aud 
coiled   tubules   (jf)  of    the   sweat- 
glands,  though  such  a  distribution 
cannot  be  made  out  in  the  case  of 
all  the  cellular  nodes  Qt)  and  strands. 
The  bacilli  lie  for  the  most  part  within  the  proliferous  con- 
nective-tissue cells,  and    there  accumulate   in    large  numbers. 
According  to  Touton  and  Unsa  the  bacilli  may  pass  into  the 
1 1  air-follicles  and  sweat-glands,  and  thence  reach  the  surface. 

Referev.te»  on  Cutaneoui  Leprosy. 


:  Seat  of  the  bacilli  in  the  tissues  A.  de 


t  phytiol.  II 1 
lal.  d.  deulMcl 


Pathology  of  leprosy  Vtrkandl.  d.  deatMchen  dermat.  GatUidi. 

Fox  and  Farquhar  :  Endanic  skin  diftOKei  of  India  London  1B76 
Gerlacii  :  ReUtion  of  luacuiiu-  to  anaesthetic  leprosy  V.  A.  1^3 1891 


ART.  160] 


LEPROSY 


541 


Hansen,  A.:   Bacillus  leprae  Quarl.  J.  microfc.  $cience  xx  1880;  V.A. 19,60, 

U4, 1L>0  1880-1890 
HiLLli ;  Ltprosy  in  British  Guiana  London  18S1 
KObner  :   ¥./.  Derm,  ill  1876 
Kurkr;  Morbid  anatomy  Monatsk. /.  pratl.  Derm,  in  (supplement)  Hambui^ 

1887 
UlMCH :  Pn>taza  aa  yage  Jtomi  (Leprosy  in  Southern  Riiasia)  Kiev  1884-86 


a    opidermiB 

b    iMriniii 

c    hsir-foUkle 


duct  of  Bwest-glaiid 


nethyl'tie^lup,  and  mounted 


Dusd(ipiiBita  <n  nospparent  relation 
Dies  o(  Lai:illl 


Neisskb:  Histology  V.  A.  1031886;  Ziemssen: 

PtiiLtPpeoN :    Histology  of   hyperaemic  spots  i 
1893 

Ramon  y  Cajal  ;  Giantcells  Gacela  sitnit.  lie  Barcelona  il  1890 

RiCKLi :  Morbid  anatomy  V.  A.  129  1892 

ScDAKEWiTSCn  :  Morbid  anatomy  Ziegter'i  Betlriige  u  1887 

TouTON :  Bacilli  in  cutaneous  leprosy  V.  A.  104  1886 

L'nka  :  AlonaUh.f.  prakt.  Derm,  (supplement)  18B5,  DermaUil.  Sludiea  i  Ham- 
burg 1886,  V.  A.  103  1886,  D.  med.  Wock.  1886 

WoLTEBS:  Suminary  of  researches  Cenl.f.  Bakteriulogie  xiii  1893 


542  INFLAMMATORY   DTSORDEltS  [CHAP.  LIV 

Glanders  of  the  skin  begins,  in  case  the  infection  starts  in  a 
cutaneous  wound,  with  an  inflammatory  swelling  which  is  soon 
followed  by  the  formation  of  an  ulcer.  These  ulcers  secrete  thin 
pus  and  have  ragged  and  eroded  edges.  Dissemination  of  the 
Bacillus  mallei  by  way  of  the  lymph-channels  induces  wide- 
spread erysipelatoid  and  phlegmonous  inflammation,  with  the 
formation  of  pustules  and  ulcers.  When  the  blood  becomes  in- 
fected (Bollinger,  Putz)  the  eruption  takes  the  form  of  red 
spots  and  pock-like  pustules,  or  at  times  of  large  pemphigoid 
blebs,  which  rupture  and  discharge  viscid,  bloody,  and  often 
foul-smelling  pus.  In  other  cases  large  boil-like  swellings  and 
abscesses  are  formed,  which  rupture  and  leave  behind  deep  and 
ragged  ulcers  with  suppurating  edges.  In  some  cases  all  these 
varieties  of  inflammation  appear  together,  and  so  extensively 
(Bollinger)  that  hardly  any  part  of  the  body  remains  un- 
affected. 

Glanders  either  runs  an  acute  course  of  two  to  four  weeks,  or 
a  chronic  one  of  two  to  six  months  or  more ;  thus  an  acute  and  a 
chronic  form  are  recognised,  the  latter  being  sometimes  distin- 
guished as  farcy. 

References  on  Cutaneous  Glanders. 

Glaskr  :  Glanders  in  man  Innug.  Dits.  Breslau  1876 
Hart(;e  :  Moist  glanders  .S7  Pefershurff.  med.  Woch.  1890 
Jakovvhki:  Chronic  glanders  Z.f.  kiin.  Med.  xvii  1891 
Kernu^:  Chronic  glanders  Z.f.  kiin.  Med.  xiii  1887 
LoFFLER :  Aetiology  Arbeiten  a.  d.  k.  k.  Gesundheitsamte  i  1886 

161.  The  mycoses  of  the  skin  due  to  mycelial  fungi  (hypho- 
mycetes^  are  divisible  into  four  main  forms,  known  as  favus^ 
herpes  tonsurans,  pityriasis  versicolor,  and  erythrasma. 

Favus  {tinea  favosa  or  crusted  ringworm)  chiefly  attacks  the 
scalp,  though  it  is  also  met  with  in  other  parts,  such  as  the  nails. 
It  is  characterised  by  the  formation  of  pale-yellow  cup-shaped 
friable  crusts  usually  perforated  by  hairs,  the  so-called  favus-cups 
{sciitula).  These  crusts  vary  from  the  size  of  a  pin-head  to  that 
of  a  sixpence  or  dime. 

According  to  Kaposi  the  favus-cup  begins  as  a  minute  yellow 
punctiform  spot  perforated  by  a  hair  and  lying  beneath  the  epi- 
dermis. In  a  few  weeks  it  grows  to  the  size  of  a  pin's  head,  and 
then  appears  as  a  pale-yellow  cup-shaped  disc  visible  through  the 
skin.  On  section  the  disc  (Fig.  287)  is  seen  to  consist  of  my- 
celial filaments  and  conidia  (spores),  lying  beneath  the  attenuated 
horn)^  layer  of  the  epidermis  (absent  in  the  figure)  in  a  crateri- 
form  excavation  of  the  skin.  If  the  cup  is  removed  the  surface 
of  the  excavation  has  a  red  and  moist  appearance.  The  cup 
itself  is  whitish  and  friable,  and  may  be  readily  teased  out  when 
placed  in  water.     The  fungus  of   which  it  consists,  apart  from 
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the  epidermal  detritus  accompanying  it,  is  called  Ackorion  SehSn- 
leinii  (from  Schoklein  who  discovered  it  in  1839). 

If  the  favua-cups  are  not  removed  they  coalesce  into  large  con- 
tinuous masses.  When  the  homy  skin  which  binds  them  down  is 
cast  off  or  broken  through,  these  masses  are  exposed  and  dry  up 
into  yellowish  raortar-like  crusts.  The  hairs  look  dull  and  pow- 
dery, and  are  easily  pulled  out.  This  is  due  to  the  fact  that  the 
hyphae  and  couidia  enter  the  opening  of  the  hair-follicle  and 
grow  into  the  bulb  (Fig.  288  a)  and  shaft  of  the  hair,  and  also 
into  the  root-sheath  (i).     By  the  growth  of  the  fungus  not  only 
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may  the  hair  itself  be  extruded,  but  the  papilla  may  become  atro- 
phied by  the  pressure  of  the  accumulating  detritus.  At  the  same 
time  the  tissue  surrounding  the  hair-follicle  is  affected  with  more 
or  less  intense  inflammation,  which  may  assume  an  eczematous 
character. 

When  Achorion  settles  in  a  nail  (onychomycoisis  favota)  yellow- 
ish sulphur-like  deposits  or  uniform  thickenings  are  formed  in  it, 
the  components  of  the  nail  becoming  disintegrated  and  undergoing 
cheesy  degeneration. 
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Tinea  toosiiraiu  (herpes  tonturatu  or  common  ringworm)  ij 
an  affection  produced  by  the  filaments  and  spores  of  Trichophytm 
tonturant  (discovered  by  Gruby  in  1844),  The  filaments  are 
long,  slender,  and  sparsely  branched,  and  form  few  conidia  and  no 


tcutvla;  but  they  readily  penetrate  into  the  shaft  of  the  hair,  and 
make  it  brittle.  Tinea  assumes  a  different  appearance  according 
as  it  occurs  on  hairy  or  non-hairy  parts  of  the  skin. 
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Tinea  tonsurans  capillitii^  or  ringworm  of  the  scalp,  gives  rise 
to  bare  circular  patches  from  the  size  of  a  sixpence  to  that  of  a 
crown-piece  (Kaposi).  The  surface  appears  as  if  badly  shaven, 
the  hairs  over  it  being  broken  off  short  and  frayed  at  the  ends. 
The  skin  of  the  patches  is  smooth  or  scaly,  and  their  margins  are 
reddened.  When  the  filaments  penetrate  the  hair-follicles  pustules 
and  scabs  are  formed.  Such  patches  are  produced  in  several  places 
at  once,  and  continue  to  grow  larger  until  the  affection  is  cured. 

On  non-hairy  parts  rings  of  vesicles  (Jtinea  or  herpes  tonsurans 
vesiculosus)  and  red  scaly  spots,  discs,  and  circles  are  produced. 
Sometimes  a  number  of  red  spots  appear  in  rapid  succession  at 
various  points,  and  heal  as  rapidly,  without  attaining  any  great 
size. 

In  herpes  tonsurans  vesiculosus  the  fungi  are  found  between  the 
uppermost  layers  of  nucleated  epidermal  cells  (Kaposi). 

When  the  fungus  attacks  the  nails  (onychomycosis  tonsurans") 
they  become  opaque  and  brittle,  and  split  into  laminae. 

Sycosis  parasitaria  (tinea  sycosis  or  barber's  itch)  is  induced 
when  the  development  of  the  fungi  is  accompanied  by  a  more 
marked  inflammation  of  the  hairy  parts.  Infiltration  and  suppu- 
ration, with  the  formation  of  pustules,  abscesses,  and  papillomatous 
growths  are  the  result.  According  to  Kaposi  and  others  eczema 
xnarginatam,  which  affects  parts  where  two  cutaneous  surfaces 
rub  against  each  other  and  the  skin  is  kept  moist  by  perspiration, 
is  due  to  Trichophyton  tonsurans.  Vesicles  and  crusts  are  pro- 
duced about  the  margin  of  a  pigmented  area.  Contagious  impet- 
igo (Art.  148)  is  also  said  to  be  caused  by  Trichophyton  tonsurans 
(H.  Hebra). 

Pityriasis  Tersicolor  (dermatomycosis  furfuracea^  tinea  versi- 
color^ mycosis  microsporina)  is  characterised  by  the  appearance  of 
pale  or  brownish-yellow  patches,  deepening  to  dark-brown  or 
brownish-red,  and  varying  in  size  from  that  of  a  pea  to  that  of 
the  palm  of  the  hand ;  they  extend  uniformly  over  large  areas, 
are  irregular  in  outline,  and  their  surface  is  smooth  and  shining 
or  dull  and  scaly.  They  occur  chiefly  on  the  trunk,  neck,  and 
flexor  surface  of  the  limbs,  never  on  the  hands  or  feet  or  on  the 
face.  The  epidermis  when  scraped  off  is  found  to  contain  mycelial 
filaments  and  conidia  of  a  fungus  called  Microsporon  furfur  (dis- 
covered by  EiCHSTEDT  in  1846).  It  does  not  penetrate  the  hairs 
or  their  follicles. 

Erythrasma  is  characterised  by  the  formation  of  sharply- 
defined  brown  or  reddish-brown  patches,  sometimes  as  large  as 
the  hand,  and  not  very  scaly.  They  appear  on  the  inner  surface 
of  the  thighs.  The  filamentous  fungus  found  in  the  epidermis  is 
extremely  small,  and  has  therefore  been  called  Microsporon  minu- 
tissimum. 

162.  Scabies  and  epithelioma  molluscum  are  the  most  impor- 
tant diseases  of  the  skin  due  to  animal  parasites. 

2h 
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Scabies,  or  itch,  is  due  to  the  settlement  of  Aearu»  tcahiet  in 
the  epidermis.  Tlie  itch-mite  pierces  the  horny  layer  at  some 
point,  and  bores  its  way  obliquely  through  till  it  reaches  the  rete 
Malpighii  or  even  the  papillae.  As  the  epidermal  cells  grow  and 
approach  the  surface,  the  mite  continues  to  work  its  way  down- 
ward, so  as  always  to  keep  below.  In  this  way  it  gives  rise  to 
burrows  (^cuniculi')  which  penetrate  the  skin  obliquely  and  are 
irregularly  zigzagged  and  curved :  they  may  reach  the  length  of 
one  or  two  centimetres.  The  mite  sits  at  the  blind  end  of  the 
burrow  (Fig.  289  d),  leaving  behind  its  excreta  (/)  in  the  forin 
of  yellow,  brown,  or  black  grains  and  lumps.  The  female  also 
lays  its  eggs  in  the  burrow,  and  as  these  are  hatched  the  yoimg 
mites  may  be  seen  in  all  stages  of  development  (e). 


e  cutis  iDflllrBted  with  celli 

d  sectlun  through  an  ulnlt  itcfa-mlM 

«  eggi  and  embryog  ut  vmrioiu  ■iias 

/  eicreMut  theilch-mlle 


The  irritation  caused  by  the  mite  directly  and  by  the  scratch- 
ing which  it  induces  gives  rise  to  eczematous  inflammation  of  the 
skin,  witli  the  formation  of  vesicles  and  pustules.  Pub  may  col- 
lect Ireneath  the  burrows  of  the  Acarus. 

When  the  affection  becomes  chronic  the  skin  ia  often  very 
gravely  altered.  The  horny  layer  of  the  epidermis  (a)  is  per- 
meated by  the  burrows  in  all  directions,  and  becomes  hyper- 
tropliic.  The  cutis  is  infiltrated  with  cells  (c)  and  thickened, 
and  the  papillae  (6)  become  perceptibly  elongated. 
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MollnscTun  contagloBniil  (^epithelioma  contaffiosum,  endocys- 

tic  comijloina.  or  sebaceous  warif)  is  a  tumour-like  growth  in  the 
skin,  probably  caused  by  parasitic  sporozoa  or  coccidia  (Fig.  290), 
and  taking  the  form  of  umbilicated  nodes  with  a  waxy  lustre  and 
as  lai^  as  a  pea  or  bean.  The  growth  consists  of  epithelioid 
cells  arranged  in  a  glandular  manner  (Fig.  290  d),  derived  from 
the  epidemiia  and  enclosing  multitudes  of  the  parasites  (e/). 
On  section  it  appears  loculated,  with  a  central  space  continuous 


.  itainfd  uilh  haematoxt/tin  aiid  eoiin,  and  mounted  in 
Canada  baUam:  x  15) 
0   epIdemila       b   CDtis        e   sebaceous  glands        d   gland-like  epltbellold  stiuetatei 
e  BporozoB       /g  opeaiog  blocked  with  bomy  epidermis  nod  sporozoa 

with  the  apical  depression,  and  looking  not  unlike  a  hypertrophied 
sebaceous  gland,  with  which  it  was  formerly  confounded.  The 
parasites  multiply  in  the  cells  of  the  loculi,  and  as  the  epidermis 
grows  tend  to  be  thrust  towards  the  central  space  (/),  where  they 
lie  in  a  kind  of  false  reticulum  of  desquamated  horny  epidermal 
cells.  The  affection  is  apt  to  appear  simultaneously  in  persons 
who  live  together,  and  is  accordingly  regarded  bs  coatagious. 

References  on  Molluacum  Contagiotum. 
Balzrr  and  Grandhomme  :  A.  de  phyaioi.1886 
Batehan  :  Deliaealiotit  of  cutaneous  disease)  plat«  lxi  London  1SL7 
BizzoztiRO  and  Manpredi  ;  A. per  le  icienze  med.  i  1876 
Bock,  C.  :  V.f.  Derm,  it  1875 
Caspary:  V.f.  Derm,  ix  1882 
Geber:  V.f.  Derm,  ix  1883 

lOM :  Cases  Clinical  Surqery  i  London  1878 
R  :  Histogenesis  F.  A.  l33  1893 
Mackenzie  :  Cases  B.  M.  J.  1 1879 

&I0RISON :  Nature  and  affinities  Trans.  Path.  Soc.  XXXii  London  1881 
"  a  V.f.  Derm,  xv  1888 

II  1876,  and  D.  med.  Woch.  1876 
K :  Jmim.  of  AnaL  xvi  1881  [Mogie  Tin  1890 

T&bOk  and  Tohmasoli  :  Nature  of  epithelioma  moUuacuin  CerU.  /.  Batten- 
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CHAPTER  LV 


INPLAMMATORY  HYPERTROPHIES  AND  TUMOUES 


163.  Hypertrophy  from  external  cauaes  chiefly  affecto  the 
epidermal  and  the  papillary  layers  of  the  skin  ;  but  at  times  only 
the  tissue  of  the  corium,  or  all  the  layers  together,  are  involyed. 
In  many  cases  the  process  runs  its  course  with  all  the  appearance 
of  an  inflammation,  in  others  no  inflammatory  phenomena  may 
be  presented.  In  regard  to  some  of  the  varieties  of  hypertrophy 
a  certain  inherent  local  predisposition  of  the  tissue  aeems  to  be 
necessary  in  addition  to  the  external  exciting  cause. 

When  a  part  of  the  skin  is  continually  exposed  to  slight 
mechanical  irritation,  inducing  often -repeated  hyperaemis  or  slight 
inflammation,  the  epidermis  may  at  length  become  hypertrophied. 


e    hypettrophied  homj-  Ujcr 
d    Urstifieti  horoy  l&yer 


Pio.  291.    Section  of  a  corn. 
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a    corium 
b    papillary  layer  with  rete  Malplghil 

If  the  horny  layer  is  chiefly  involved,  and  callous  or  horny 
growths  result,  they  are  described  as  indurations  or  callosltiM 
(tyloma).     They  are  commonest  on  the  hands  and  feet. 

When  the  callous  thickening  of  the  epidermis  over  a  limited 
area  extends  inwards  (Fig.  291  d)  and  presses  on  the  papillae  so 
as  to  lead  to  their  atrophy,  we  have  what  is  called  a  com  (elama). 
The  irritation  of  the  papillary  layer  thereby  caused,  especially 
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when  it  is  associated  with  external  friction  or  pressure,  induces 
more  or  letia  intense  inflammation,  manifested  by  hyperaemia 
and  swelling  of  the  tissue,  and  at  times  even  passing  into  sup- 
puration. 


f^fr% 


CuTA^aons  BOftK  B 

{Natural  titt) 

FlO,  293.     CuTAHBODB  HORN   FROM  THX  ARU. 

{Natural  tizt) 

Occasionally  the  hypertrophy  takes  the  form  not  of  a  flattened 
or  discoid  thickening,  but  of  a  horn-like  protuberance  (comu 
eutaneum  or  keratoma),  which  may  reach  a  considerable  size  (Figs. 
292  and  293).  The  base  usually  includes  a  few  more  or  less  elon- 
gated and  hypertrophic  papillae.  The  layers  of  the  epidermal 
mass  run  at  right  angles  to  the  surface  of  the  skin.  Cutaneous 
horns  sometimes  arise  without  any  apparent  cause  on  otherwise 
normal  skin ;  in  other  cases  they  start  from  scars,  wens,  or 
tumours. 


Fia.   294.      CONDTLOHA 
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Long-continued  irritation  affecting  any  portion  of  the  skin 
sometimes  induces  local  hypertrophy  of  the  papillae,  which  in- 
crease in  length  and  often  become  subdivided  (Fig.  294  a)  or 
branched.     The  cutaneous  growth  thus  produced  mignt  be  termed 
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inflammatory  fibrous  papilloma ;  it  is  usually  described  as  a 
venereal  'WBit  or  cauliflower  excrescence  (^condyloma  acuminatum). 
Such  warts  are  usually  seated  upon  some  part  of  the  external 
genitals  or  around  the  anus  ;  the  sj^ecial  chronic  irritation  which 
induces  them  is  that  due  to  discharges  from  urethral  inflammation, 
chancrous  pus,  decomposed  preputial  or  vaginal  secretions,  or  the 
like.  Though  small  and  inconspicuous  at  first,  they  may  ulti- 
mately grow  into  excrescences  as  large  as  an  apple,  firm  in  tex- 
ture, usually  whitish  in  tint,  and  resembling  a  head  of  cauliflower 
in  general  appearance.  The  papillae  (a)  as  they  grow  tend  more 
and  more  to  subdivide  ;  they  are  composed  essentially  of  vascular 
fibrous  tissue,  but  always  enclose  a  number  of  leucocj^es,  and  the 
base  on  which  they  stand  is  always  infiltrated  and  proliferous. 
Lymphangitis  is  often  set  up  at  the  same  time,  as  appears  by  the 
accumulation  of  cells  within  and  around  the  efferent  lymph-ves- 
sels of  the  affected  part. 

The  epidermis  (6)  overlying  the  h3rperpla8tic  papillae  is  thick- 
ened, and  this  to  some  extent  effaces  the  unevennesses  due  to 
the  branching  of  the  papillae.  This  however  applies  only  to  the 
minor  irregularities,  the  general  papillary  structure  and  configu- 
ration of  the  growths  being  quite  recognisable  from  the  outside. 

Inflammatory  fibrous  papilloma  and  papillomatous  granuloma 
fungoides  (Art.  157)  are  formations  which  in  their  mode  of  ori- 
gin and  in  their  structure  are  very  closely  akin,  and  accordingly 
it  is  not  easy  to  differentiate  them  precisely. 

ReferenceB  on  Cutaneous  Horns. 

Batoe  :  Multiple  circumscribed  keratoses  Inaug,  Diss,  Dorpat  1875,  and  D,  Z. 

/.  Chir.  VI 1876 
Lewin  :  Syphilitic  horny  growths  A,f.  Derm,  xxv  1893 
Mitwalsky:  Cutaneous  horns  about  the  eyelids  A.f.  Derm,  xxvii  1894  (with 

references) 
Pick  :  Cutaneous  horn  of  the  glans  penis  V,f.  Derm,  ii  1875 
Unna  :  Fibrokeratoma  D.  Z,  f,  Chir,  xii  1879 ;   Hereditary  keratoma   V,  f. 

Derm,  x  1883 


164.  Acquired  elephanttasis  {elephantiasis  arabum^  pachy- 
dermia acquisita")  is  a  chronic  and  extensive  hyperplasia  of  the  skin 
and  subcutaneous  tissue  (Fig.  295).  The  condition  is  associated 
with  a  chronic  endemic  disease  occurring  in  many  tropical  and 
sub-tropical  countries,  such  as  Arabia,  Egypt,  Indo-China,  many 
islands  of  the  Malay  Archipelago,  Central  America,  and  Brazil. 
In  Europe  the  affection  is  only  met  with  sporadically. 

Two  main  varieties  may  be  distinguished  in  endemic  as  well  as 
in  sporadic  elephantiasis.  The  first  variety  begins  with  symptoms 
of  inflammation  and  often  of  fever  also :  the  other  is  insioious  and 
gradual  in  its  progress,  and  is  unattended  by  any  signs  of  inflam- 
mation.    The  inflammatory  appearances,  in  both  the  endemic  and 
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Kiradic  forms,  consist  chiefly  of  recurrent  erysipelatoid  and 
langitic  attacks,  which  in  the  end  leave  behind  them  pernia- 
lyperplastic  thickenijig  of  the  integument.  The  causation 
196  attacks  is  little  understood.  In  the  endemic  form  the 
13  depends  in  many  instances  on  the  invasion  of  the  subcu- 
is  tissues  by  Filaria  Bancrofti,  which  with  its  embryos  lodges 
3  lymph-vessels  and  gives  rise  to  lymphatic  obstruction 
iflammation,  chieSy  about  the  external  genitals,  thighs,  and 
len.  It  must  however  be  remarked  that  filarial  infection 
le  resulting  lymphatic  ob- 
ion  do  not  always  result 
ephantiasiSt  and  on  the 
hand  that  in  most  cases 
lemic  elephantiasis  hJth- 
ixamined  no  Filaria  has 
iiscovered.  Sporadic  in- 
atory  elephantiasis,  other 
rhe  kind  just  mentioned, 
8  induced  by  many  diverse 


of  chronic 

imation,  such  as  chronic 
a,  tuberculosis  of  tlie  skin 
nderlying  bones,  chronic 
ion  from  the  presence  of 
n  bodies,  venous  engorge- 
and  varicose  ulcers,  pru- 
!yphilitic  periostitis,  and 
ic  vaginitis  and  vulvitis, 
hatic  engorgement,  from 
e  of  the  lymph-glands  or 
ther  cause,  favours  the 
I'ention  of  elephantiasis, 
oea  not  by   itself   bring 

hyperplasia  of  the  in- 
lents. 

le  aetiology  of  the  non- 
matory  variety  is  still 
•e,  though  it  is  highly 
ale  that  even  when  it 
lot  attain  a  noticeable  de- 

nent  (Fig.  295)  until  mature  life,  it  is  in  part  due  to  con- 
1  causes,  depending  on  some  morbid  condition  inherited  or 
ed  in  utero  (Arts.  165-1G8). 
ter  the  hyperplasia  has  in  the  course  of  years  become  consid- 

(Fig.  295),  erysipelatoid  inflammation  is  apt  to  recur  in  the 

showing  that  the  altered  tissues  are  peculiarly  prone  to 

matiou. 

quired  elephantiasis  may  appear  in  almost  any  part  of  the 
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body,  but  is  commonest  in  the  lower  limbs  (Fig.  295)  and  ex- 
ternal genitals.  The  enormous  thickening  and  overgrowth  of  the 
integuments  lead  to  great  deformity  of  the  affected  part.  The 
leg  becomes  thick  and  clumsy,  and  as  the  thickening  extends 
downwards  the  distinction  between  foot  and  leg  is  gradually  lost, 
and  the  limb  at  length  looks  like  an  elephant's.  The  scrotum 
grows  till  it  forms  an  enormous  tumour,  sometimes  weighing  a 
hundred  pounds  or  more. 

The  affected  parts  of  the  skin  in  elephantiasis  are  dense,  hard, 
rough,  white,  and  brawny-looking  (^elephantiasis  dura}^  or  soft, 
greyish,  and  lax  in  texture  (elephantiasis  mollis^.  When  the  tis- 
sue is  cut  into,  a  more  or  less  abundant  escape  of  lymph  takes 
place.  In  the  latter  case  the  subcutaneous  tissue  often  contains 
dilated  and  cavernous  lymph-vessels  (elephantiasis  lymphangi- 
ectatica^ . 

The  blood-vessels  may  be  dilated  and  hypertrophied,  or  alto- 
gether unaltered.  The  subcutaneous  and  even  the  deeper-lying 
connective  tissue  is  liable  to  be  involved  in  the  general  hyper- 
trophy. The  surface  is  either  smooth,  the  horny  layer  being 
unaffected  (elephantiasis  glabra^^  rough  and  warty  (elephantiasis 
verrucosa^ y  tuberculated  (elephantiasis  tuberosa)^  or  covered  with 
papillomatous  excrescences  (elephantiasis  papillomatosa^.  The 
horny  layer  is  frequently  thickened,  forming  either  a  continuous 
encasement,  or  an  armour  of  polygonal  scales  and  plates.  The 
condition  is  sometimes  described  as  acquired  ichthyosis  (Art.  166) 
or  keratosis. 

In  elephantiasis  consequent  upon  eczematous  and  ulcerous 
affections,  the  tissue  is  usually  cellular,  and  in  certain  places  has 
quite  the  appearance  of  granulation-tissue.  In  the  form  asso- 
ciated with  tuberculous  inflammation  (Art.  158)  the  hyperplastic 
tissue  also  contains  tubercles. 

On  the  other  hand,  the  tissue  is  in  some  cases  poor  in  cells  and 
coarsely  fibrous  in  its  texture,  giving  one  the  impression  that  the 
normal  fibrous  fasciculi  are  increased  not  so  much  in  number  as 
in  individual  thickness.  Between  these  two  extremes  there  are 
numerous  transitional  forms,  varying  in  the  proportion  of  cells 
contained  in  the  tissue,  in  the  coarseness  of  the  fibrous  fasciculi, 
and  in  the  thickness  of  the  individual  fibrillae. 


Sclerodermia  is  a  rare  and  very  peculiar  affection  of  unknown  origin, 
Tvhich  attacks  adults.  It  takes  the  form  of  local  or  general  stiffening  and  hard- 
ening of  the  skin  without  any  apparent  external  cause :  it  is  somewhat  rapid 
in  its  onset,  and  then  remains  stationary  or  passes  away,  to  be  succeeded  by  a 
fresh  attack  or  ultimately  by  a  condition  of  cutaneous  atrophy.  It  affects  the 
face,  the  limbs,  and  also  the  trunk,  the  patient  often  being  literally  *  hide4)ound.' 
The  skin  feels  as  hard  as  a  board,  or  like  that  of  a  frozen  corpse  (Kaposi). 
It  is  said  (Chiari,  Dinkler,  and  VTolters)  that  in  the  hyperplastic  stage  the 
cutaneous  fibrillae  are  swollen  up,  and  that  new  connectlTe  tissue  is  developed 
from  germinal  cellular  tissue.    The  vessel-walls  are  notal>]y  thickened  at  an 
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early  stage,  the  lumen  being  thereby  obstructed  or  occluded.     Later  on  the 
hyperplastic  connective  tissue  undergoes  contraction. 

Sclerodermia  or  sclerema  neonatorum  is  a  hardening  of  the  subcutaneous 
connective  tissue  met  with  in  infants,  and  chiefly  affecting  the  legs  and  feet. 
According  to  Lanoer  (  Wien.  Sitzungsber,  1881,  and  Wien,  med,  Presse  xxii 
1881)  it  IS  due  to  the  solidification  of  the  nanniculus  adiposus  by  cold  when  the 
infant  becomes  collapsed.  The  fat  of  cnildren  contains  more  palmitin  and 
stearin  and  less  olein  than  that  of  adults :  it  accordingly  solidifies  at  45^  C. 
Adult  fat  at  ordinary  temperatures  separates  into  two  layers:  the  upper  or 
liquid  layer  solidifies  at  0^  C,  while  the  lower  or  semi-solid  layer  liquefies 
at  36°  C. 

References  on  Acquired  JElephantiasis  and  Sclerodermia. 

Chiari  :  Sclerodermia  universalis  V.fi  Derm,  v  1878 

Crocker  :  Clinical  lectures  on  sclerodermia  Lancet  1 1885 

Dinkler:  Sclerodermia  D.  A,/,  klin,  Med.  xlviii  1892  (with  references) 

Erben  :  Aetiology  of  sclerodermia  V.  /.  Derm,  x v  1888 

EsMARCH  and  Kulenkampff  :  Die  elephantiastischen  Formen  Hamburg  1885 

Fayrer  and  Power  :   Elephantiasis  arabum  Trans.  Path.  Soc.  xxx  London 

1879 
Thin  :  Histology  of  elephantiasis  Trans.  Path.  Soc.  xxxi  London  1880 
ViRCHOW :  Die  krankhaften  GeschwiUste  i 
WoLTERs:  Sclerodermia  .1.  /  Derm,  xxiv  1892  (with  references);    Sclero- 

dactyly  ^dem  xxx  1895 
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CHAPTER  LVI 


NON-IXFLAMMATORY  HYPERTROPHIES  AND  TUMOURS 

165.  The  skin  and  subcutaneous  tissue  are  among  the  struct- 
ures of  the  human  body  that  are  frequently  the  seat  of  local 
malformations.     These  textural   anomalies  are   either  alreaJv 
apparent  at  birth,  or,  during  the  period  of  active  growth,  rarely  in 
mature  years,  develope  from  occult  rudiments  into  visible  forms. 
All  the  constituent  tissues  of  the  skin  may  be  equally  concerned 
in  the  morbid  development,  though  more  frequently  certain  com- 
ponents only  are   affected,  and   the  resulting  appearances  vary 
accordingly.     In  one  class  of  cases  the  epidermis  and  in  some 
measure  the  papillary  layer  are  chiefly  involved  ;  in  a  second  the 
fibrous  elements  of  the  corium  or  of  the  subcutaneous  tissue,  or 
of  both  together ;  in  a  third  the  lymph- vessels ;  in  a  fourth  the 
blood-vessels  ;  in  a  fifth  the  nerves  ;  in  a  sixth  more  than  one  of 
the  above-named  structures  are  simultaneously  altered  and  abnor- 
mally developed. 

In  many  cases  the  affected  portions  of  the  skin  are  not  increased 
in  size,  the  normal  tissue  being  simply  superseded  by  tissue  of  ab- 
normal structure.  In  other  cases  the  affected  portion  is  enlarged, 
and  the  resulting  formation  is  then  reckoned  as  a  tnmonr  when  it 
is  local  and  circumscribed,  or  described  as  elephantiasis  when  it 
is  wide-spread  and  gives  rise  to  general  bulkiness  and  deformity 
of  the  part  concerned. 

166.  Ichthyosis  or  ^fish-skin'  disease  is  an  affection  of  the 
skin  characterised  by  the  formation  of  epidermal  scales,  flakes,  and 
plates,  and  of  warty  growths.  It  depends  on  some  developmental 
anomaly  of  the  skin,  and  in  particular  of  the  epidermis,  which  in 
utero  or  not  until  after  birth  (Fig.  296)  manifests  itself  by  per- 
version of  the  histological  characters  and  properties  of  the  epi- 
dermal layers. 

In  congenital  ichthyosis  (Fig.  296)  the  surface  is  beset  with 
horny  plates,  separated  by  fissures  and  furrows  produced  by  the 
growth  of  the  body  (keratoma  diffusum).  The  fingers  and  toes 
are  usually  hide-bound  by  a  tough  continuous  horny  layer,  and 
their  development  is  accordingly  liable  to  be  arrested.  The  plates 
are  composed  of  closely-coherent  layers  of  horny  epidermal  cells 
(Fig.  297  (?),  enclosing  lanuginous  hairs  (e)  and  extending  into 
the  dilated  hair-follicles  (rf). 
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Ichthyosis  appearing  after  birth  starts  with  an  eruption  of 
small  yellowish-red  or  brownish-red  somewhat  infiltrated  spots 


FlU.  296.      CUHOWIITAL 


(Rona),  over  which  the  epidermis  becomes  dry  and  glistening. 
When  the  disease  is  well  advanced  the  horny  layer  is  enormtfusly 
thickened,  laminated,  and  fissured ;    the  rete  Alalpighii,  on  the 
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other  hand,  is  in  comparison  but  slightly  developed,  and  passet 
without  transition  into  the  horny  hiyer. 

In  ickthyoiis  simplex  the  papillae  are  not  enlarged.     In  verj' 
slight  cases  the  skin  is  simply  beset  with  small  nodules  (Kaposi), 
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each  covered  with  a  thin  scale  and  containing  a  coiled  up  hair 
(lichen  pilaris  or  keratosis  pilaris'^  This  condition  is  met  with 
chiefly  on  the  extensor  burface  of  the  limbs  In  more  market! 
cases  contiguous  plates  or  scales  of  various  sizes  up  to  that  of  a 
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sixpence  or  dime  are  formed,  attached  at  the  centre,  and  giving 
the  surface  the  appearance  of  croeodile-skin  (ichthyo»i»  nitida). 
These  may  subsequently  become  scurfy  and  dirty  or  discoloured 
(Jichthyo»i»  niijricani).  When  the  papillae  as  well  as  the  epider- 
mis are  hypertrophied,  the  surface  becomes  extraordinarily  rough 
and  irregular,  the  elevations  sometimes  standing  up  like  short 
quills  <^ichthyoii»  kyttrix).  An  ichthyoUc  wart  (Fig.  298  b  c)  is 
produced  when  the  overgrowth  of  the  homy  layer  is  limited  to  a 
small  area,  and  the  underlying  papillae  are  enlarged. 

Referencet  on  Jchthyom. 

Beobir:  Select  Worki  London  1883 

Carbonr  :  Congenital  ichthjosia  A.  per  le  scien:e  med.  xv  1891 

Caspari:  Congenital  ichthyosis  V.f.  Derm,  xiii  1686 

KsJiFF :  Patliology  of  ichthyosis  V.  A .  60  1872 

Gaskoin  :  Cases  Si  George's  Hnip.  Reports  IX  x  Loudon  1879-80 

GiovAMNiNi :  Ichthyosis  with  hypertrophy  of  the  sweat-glands  A,  /.  Derm. 

xxvn  1894 
Kyber  ;  Diffuse  keratoma  in  an  infant  Wien.  med.  Jakrb.  1880 
Leloir  :  Cutaneous  affections  of  trophic  origin  A .  de  pbytiol.  1881 
R<5ha:  Ichthyosis  in  infancy  A.f.  Derm,  xxi  1889 
SciiABEL :  Congenital  ichthyosis  Inaug.  Diss.  Stuttn;art  1656 
Uxna  :  Hereditary  palmar  and  plantar  keratoma  V.f.  Derm,  x  1883 

167.  Angiomata  or  haematangiomata  of  the  skin  are  forma- 
tions that  appear  in  the  period  of  embryonic  development  or  of 
extra-uterine  growth.  They  are  described  as  vascular  naorl 
when  they  take  the  form  of  circumscribed  red  sputs ;  moles  or 
soft  warts  when  they  are  rounded  and  protuberant ;  and  ele- 
idtautiasia  when  they  are  associated  with  extensive  thickening  of 
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{Frepia^ton  stained  aith  haematoxj/lm     x  in) 
a    e^ermta  b    corium  c    cavernous  bliiod.«pac«a 

the  skin.  In  all  of  these  cases  the  textural  peculiarity  consists  in 
morbid  dilatation  over  a  limited  area  of  the  blood-vessels  of  the 
skin  or  of  the  subcutaneous  tissue,  sometimes  assuming  the  char- 
acters of  a  mere  telangiectasis  or  simple  angioma,  in  other  cases  of 
a  caTemous  angioma  (Fig.  299  c)  or  of  a  hypertrophic  angionta 
(Fig.  300). 
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Vascular  naeri  are  bright-red  or  purplish  blotches,  commoDly 
described  as  '  mother's  marks '  or  '  port-wine  stains '  (naevi  vateu- 
hsi  fiammei,  and  naem  vasctUoai  vinon^.  They  are  small  and 
circumscribed,  or  large  and  diffuse,  in  the  latter  case  sometimes 
covering  one-half  of  the  face.  Large  naevi  are  at  times  formed 
from  the  coalescence  "of  smaller  ones,  or  are  surrounded  by  small 
red  spots.  They  either  lie  wholly  in  the  corium  and  papillary 
layer,  or  extend  into  the  subcutaneous  tissue.  The  skin  over  the 
affected  area  is  sometimes  of 
normal  thickness,  sometimes 
more  or  less  hyperplastic  (nae- 
vua  prominent'). 

Vascular  naevi  taking  the 
form  of  soft  warta  are  bluish- 
red,  or  pale  and  without  anj 
special  colour,  the  latter  being 
the  case  when  the  growth  tends 
to  assume  the  form  of  a  hyper 
trophic  angioma  whose  thick- 
watled  vessels  contain  little 
blood,  or  represent  little  more 
than  cylindrical  cellular  cords 
(^endothelioma). 

Large  angioraata  giving  rise 
to  general  elephantoid  thicken- 
ing  of  the  skin  and  subcutan- 
mounted  in "cana'da'b^    SOUS  tissue  are  generally  of  the 
jam.xauo)  cavernous    type    (elephavtiaii* 

cavernosa').  When  the  tissoB 
intervening  between  the  dilated  blood-vessels  undei^oes  prolifer- 
ation, the  growth  tends  to  become  fibromatous,  and  to  lose  its 
telangiectatic  character. 

Of  the  same  nature  as  angiomatous  elephantiasis  is  the  great 
enlargement  of  the  nose  (rhinophyma  or  'bottle-nose')  described 
in  Art.  185  as  supervening  in  some  cases  of  acne  rosacea  (Fig. 
267).  There  is  however  this  difference,  that  in  the  latter  the 
dilatation  of  the  blood-vessels  is  slow  and  gradual,  and  that  the 
sebaceous  glands  (Fig.  267  ede)  play  an  essential  part  in  bringing 
about  the  thickening  of  the  skin. 


(Tfte  duet  of 
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(  Angiomata  of  the  Skin. 


EsMARCH  and  Kvleskampff  :  Die  elephlantiiaticken  Format  Hmmbat^  UBS 
jAittacH:  CutaneouH  tumours  A./.  Derm,  xxviii  1894 
ViRCHOW ;   Die  krnnkhaften  Geschuiiiisle  iii 
Volkmann:  Beitriige  zur  Chirurgie  l^ipzig  1875 

168.     Lymphangioma,  like  haematangioma,  appears  either  as 
a  local  textural  malformation  of  the  skin  without  increase  of  ill 
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bulk,  aa  a  circumscribed  or  diffuse  protuberance  or  wart,  or 
lastly  as  an  elephantoid  thickening  of  the  skin.  It  may  be  pale, 
or  reddened  owing  to  the  dilated  blood-vessels  it  contains,  in 
which  case  it  resembles  haematangioma.  Pigmented  varieties  are 
moreover  met  with  and  these  include  the  formations  described  in 
Art.  137  as  sun  spots  freckles  moles,  and  xantloma 

Lymphang  omata  m  ij  be  distinguished  according  to  their 
structure  as  telangiectatic  avernous  (tig  301)  tjstic  or  hyper 
trophic;  and  ac  ord  ng  t  their  situation  as  cutaneous  or  sub- 
cutaneous. When  the  dilated  Ijniph  vessels  lie  in  the  papillary 
layer  beneath  the  epidermis  l>mph  sometimes  permeates  the 
latter,  or  forms  vesicles  or  bullae  upon  it  especially  when  the 
tissue  becomes  from  any  cause  inflamed 
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Ljouphangiomata  occur  on  the  head  and  limbs,  and  also  on  the 
trunk.  Those  which  give  rise  to  elephantoid  deformity  about 
the  external  genitals,  lips,  or  trunk,  are  sometimes  purely  lym- 
phangiomatous  in  structure;  but  it  not  infrequently  happens  that 
somewhat  extensive  libroua  hyperplasia  takes  place  in  the  affected 
part,  and  the  growth  assumes  more  and  more  the  form  of  a  fibro- 
matous  elephantiasis  with  numerous  lymphatics. 

The  warty  forms  have  also  at  times  a  typical  structure,  char- 
acterised by  its  wide  lymph-spaces,  this  being  especially  the  case 
in   the  wide-spread   ditfuse  variety.     But   more  frequently   the 
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growth  possesses  the  characters  of  hypertropbic  lymphangioma 
or  endothelioma,  indicated  by  the  presence  of  circumscritted 
nests  of  large  cells  lying  in  the  corium  (Fig.  S02dd,').  Whto 
the  cell-nests  are  for  the  most  part  situated  in  the  papillary  layer, 
and  the  papillae  are  thereby  enlarged  (Fig.  302),  uneven  tuberoiu 
warts  are  formed.  When  the  morbid  overgrowth  chiefly  affecti 
the  corium,  the  warts  are  but  slightly  uneven  (Fig.  303),  or  per- 
fectly smooth,  and  project  above  the  surface  as  little  nodules 
(^endothelioma  tuberoswm). 
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When  the  overlying  homy  layer  remains  unaltered  (Fig.  308) 
they  are  soft  (fleshy  or  soft  warts,  verruca  molltB  or  camea)  ;  but 
hypertrophy  of  this  layer  (Fig.  302  a)  causes  them  to  become 
hard  (verruca  dura)  and  similar  in  appearance  to  ichthyotic 
warts  (Fig.  298). 

Among  the  pigmented  forms  of  hypertrophic  lymphangioma, 
the  pigmented  naevi  or  moles  are  those  which  have  the  largest 
cell -nests,  especially  when  the  skin  over  them  is  thickened 
(naevui  pigmentotut  prominent,  verrumtM,  or  jKimUonuitotM). 
Fracklas  and  sun-spots  have  small  and  scanty  cell-nestB.     The 
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pigment  lies  partly  within  the  nest-cells,  partly  in  the  ordinary 
connective-tissue  cells  and  in  the  deeper  layers  of  the  epidermis : 
it  consists  of  brown  and  yellow  granules,  but  the  cells  are  some- 
times uniformly  stained. 

Zanthelaama  or  xanthoma  (yitiligoidea)  which  appears  as 
Bpots  of  a  Bulpliur-yellow  or  brownish -yellow  colour,  level  with  the 
surface  (xantkelatma  planum)  or  raised  in  nodules  (^xanthelaima 
tuheronum),  also  contains  clusters  of  large  cells,  but  these  differ 
from  t)ie  nests  of  pigmented  and  unpigmented  warts  and  moles  in 
that  they  are  larger  and  are  infiltrated  with  oil-globules.  Xan- 
thoma might  accordingly  be  described  as  a  form  of  lipomatous 
Ij'mphangioma  or  endothelioma.  In  some  cases  it  is  an  inherited 
or  family  peculiarity,  appearing  most  frequently  about  the  eye- 
lids. Now  and  then,  tliougli  rarely,  it  appears  as  a  multiple  affec- 
tion in  various  other  parts  of  the  body  {xanthelasma  multiplex). 


S^^^^=^?^i^^ 


Fio.  303.    Skctio; 

{Aruline-brouin  ilaininff :  x  10) 
a    epidermis  e    cellular  grontli  In  (he  cutis 

b    cutU  e    cellular  growth  In  Ihe  papillM 

Occasionally,  in  both  the  pigmented  and  the  non-pigmented 
varieties  of  endothelioma,  some  of  the  cellular  clusters  are  ill- 
defined  from  the  connective  tissue,  passing  gradually  into  it,  or 
taking  the  form  of  diffuse  cellular  infiltrations  within  it.  Malig- 
nant  neoplasms  are  moreover  apt  to  start  in  fleshy  warts  and 
moles ;  they  are  nearly  always  sarcomatous,  and  generally  of  the 
alveolar  variety. 

Moles  are  often  beset  with  numerous  thick  hairs,  and  are  then 
called  hairy  moles  (naevi  pilo»i) . 

For  a  description  of  nerve-naevi  see  Art.  169. 

Zerodermia  plgmeatoinm  (Kaposi),  or  progressive  lenti^nons  melano- 
sis  (Pick),  is  a  peculiar  and  rare  afEection  of  the  skin,  depending  upon  some 
congeniti^  anomaly  of  structure,  and  appearing  in  early  infancy  in  parts  of  the 
skin  that  are  exposed  to  light.  It  begins  with  recurrent  eruptioiin  of  red  spots, 
which  desquamate  and  disappear,  leaving  behind  them  pigmented  species  like 
freckles,  the  surrounding  capillaries  lieing  dilated,  and  the  skin  meaiiuhile 
becoming  smooth   and   atrophic.      At  a   later   stage   wart-like  protuberances 
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ap]>ciii'  nil  the  afFectcd  Darts,  and  these  are  apt  to  derelope  into  c 

¥'DWtlis  (Elnexoeri}:    Xerodermia   pi^iientosuui   A.  f.   Dtrm.   xxti   1B90). 
he  affectioci  usually  runs  in  families  (CnocKER:  Me.d.-ck\r.  Tram.  Lxvii  Loii- 
doii  1883 ;  Andkhsos  :  B.  M.  J.  i  1889). 

Pkrthes  has  described  aa  oalolffed  endotheUoma  certain  multiple  caJe*- 
reous  and  tuinour-Hke  nodes  found  in  the  Ru1)cutaneuuN  tissue,  and  is  of  apitiion 
that  some  of  the  formations  which  have  heen  descrit)ed  as  examples  of  ouciScd 
epithelioma  should  be  regarded  ns  of  the  nature  of  endothelioma. 


RefereiiceH  < 


>i  Lymphangioma  (Endothelioma')  of  the  Skin,  including 
Xanthoma 


Aniibrson  ;  Xanthoma  multiplex  B.  M.  J.  ii  1892 

Brvk:  Lymphangioma  .4./;  i(in.  VMr.  sxiv 

Cuamuahd:   Histology  of  xatithelasma  A.  ile phi/iioL  vi  1879,  .4nn.  lie  drrm. 

vie84 
Demikville:  Pigmented  mol«a  andapota  V.  A.  61  1880 
Ehruann  ;  Multiple  svninietrical  xanthelasnta  and  lii>oma  BeitrOge  von  Brum 

IV  1888 
EaUAHCU  and  Kitlenkampff  :  Die  eltpkanliialUchen  Formen  Ilamburg  1885 
HcTCHiKSON,  Sasoster,  and  Crockeu:    Report  on  cases   Tram.  I'alk.  Sm. 

xxsiii  I..ondoQ  1882 
KSrner  ;  Xanthoma  starting  from  pigmented  moles  1'./  Dtrm.  xv  1888 
Kromavee  :  Endothelioma  tuberosum  colloides  ('.  .-I.  \A9  189S 
Lasuhans:  Lymphangioma  of  the  lowpr  extremity  r-.1.7ol879 
Lehzf.m  and  KxAUsa :  Xanthoma  multiplex  tuberosum  ('.14.1111889 
zuR  NieuEN  :  Lymphangiectasia  with  lyniphorrhagia  I'.  ,1,901882 
Perthes:   Calcilnea  enobtbelioma  of  the  skin   lUilr3ge  won  Brutit   xil   1894 

(with  references) 
vo.v  Planner:  Congenital  naevua  I'.'/ Pfrm.  xivl887 
Poensoen:  Xanthelasma  multiplex  V.  A.9i  1883 
PtteJ^HITB:  Xanthelasma  Giiy'a  Ho!p.  Rr/i'irin  xmi  I^iodon  1877 
VON  Kecklinouavskn:  Die  muItipUn  Fibrotnf  iler  Haul  Berlin  1882 
Schmidt:  Lymphangioma  A.f.  Derm,  xxii  1B90 
Torok:  Nature  of  xanthoma  Ann.  de  derm,  iv  1893 
Thuton:  Xanthelasma  V. /.  Derm,  xii  XOBS 
Variot;  Congenital  melanodermia  .1.  de ph'iainl.  x  1887 
DE  ViNCENTiis:  Xanthoma  A.  Hal.  de  biol.  iv  1883 
ViRCHOW:  Die  krankhafun  Geschvaltte  Hi 


I   1894 

I 


lii",^.  Fibromata  uf 
the  skill  usually  otL-ur 
ill  the  form  of  multiple 
nodes,  the  smallest  of 
which  are  barely  visi- 
ble, or  lie  embedded 
utid  hidden  in  the  skin, 
while  the  larger  ones 
often  reach  a  consid- 
erable size  and  are  ele- 
_  viiti'd  above  the   »ur- 

.  fine.       Multiple     cu- 

^JnliaTZdZih  Zrn^^fin  ■  X  20)      '»"eo<«  filTOllia  (Fig. 
b    thiimed  and  Hattened  iwpUla  305)  18   Usually  a  soft 
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grovrth,  and  has  therefore  received  the  name  of  fibroma  mol* 
loscnin.      vox   Recklinghausen   has  shown  that   the  tumour 

starts  from  the  small- 
er cutaneous   nerves,  y— — ->- — .^  ^-  . 

whose  fibrous  envel-         ,'  '     "  '  '  -  ■ 

opes  become  prolifer- 
ous and  form  aggre- 
gations of  cellular  and 
finely-fibrous  tissue, 
seated  in  the  form 
of  nodes  (Fig.  304) 
either  wholly  within 
the  corium,  or  in  the 
papillary  layer  also. 
The  tumours  are  ac- 
cordingly reckoned 
among  the  nenroflb- 
romata  (Art.  I:j3). 

Neurofibroma  may 
be  limited  to  the  re- 
gion supplied  by  par- 
ticular nerves,  or  dis- 
tributed over  the 
whole  body.  It  is 
not  infrequently  asso- 
ciated with  the  ap- 
pearance of  fibromata 
on  the  large  subcu- 
taneous or  deeply- 
lying  trunks  and 
branches  of  the  nerves 
(Art.  133). 

A  large  soft  growth 
starting  from  a  single 
nerve  is  spoken  of 
as  elephantoid  mol- 
Inscimi.  When  the 
proliferous  over- 
growth of  the  endo- 
neurium  gives  rise  to 
a  convoluted  or  in- 
terlacing plexus  o£ 
thickened  and  fibro- 
matous  nerves  (Fig.  f.^.^od.  mul 
265)  the  formation  is  (^ 

called  a  pampiniform 
or  plexlform  neuroma.     A  neuroma  of  this  kind  sometimes 
cauoes  more  or  less  extensive  thickening  of  the  skin,  partly  from 
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its  owD  bulk  and  partly  from  its  association  with  diffuse  fibrous 
hyperplasia  of  the  corimii  and  siiliciitatiGous  tissue,  and  the  condi- 
tion is  then  described  an  neturomatous  elephantlasiB  or  ptichy- 
dermia  (Fig.  SOli). 

N  euro  tun  tons  elephantiasis  is  one  of  the  commonest  of  the  cuta- 
neous hyperplastic  deformities  due  to  congenital  causes,  and  gen- 
erally takes  the  form  of  loose  overgrown  and  lohiite  foldings  of 
the  skin,  remiuding  one  of  tlie  hide  of  somt,-  'if  tlie  pachyderms. 
It  has  been  variuiisly  deMeribed  as  dennatolysis,  piiebydemiatocele 

(^Wil.ESTINE        MoTT), 

eiephiintiasia  mollis 
(ViRCHOw),and  lobate 
elephantiasis  (Volk- 
mann).  The  surface 
of  the  hypertrophied 
parts  is  smooth  or  tu- 
berous, and  is  some- 
times beset  with  pig- 
mented moles. 

The  number  of  ueu- 
rofibroraata  present  in 
the  thickened  and  over- 
grown integument 
(Fig.  307//,)  may  be 
large  or  small,  and 
varies  greatly  in  differ- 
ent pai-tH.  The  nerve- 
fibres  (g)  usually  lie  in 
the  centre  of  the  nodes. 
The  hyperplastic  tissue 
{ok)  lying  between  the 
growths  is  usually  more 
cellular  than  is  normal 
connective  tissue. 

Besides  the  haemat- 
angiumatous,  lymph- 
angtiimatouB,  and  neur- 
omatous forms  of  ele- 
pliautiasis,  there  is  a 
simply  flbrons  elephantiasis,  in  whicii  all  of  tlie  connective-tissue 
elements  of  the  skin  and  snbfMttaneous  tissue  appear  to  be  equally 
hyperplastic.  <_)f  this  nature  are  some  of  the  cases  described  as 
dermatolysis.  CertaiTi  kinds  of  warts  also  ore  essentially  due  to 
excessive  fibrous  hyperplasia.  It  sometimes  happens  too  that  a 
morbid  overgrowth  of  the  adipose  tissue  brings  about  elephantuid 
deformity  of  certiiin  portions  of  the  body  ;  this  might  be  termed 
lipomatous  elepbantiasiB.  All  of  these  varieties  of  elephantiasis 
may  be  combined  in  dill'ereut  ways  in  the  same  patient. 
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fi 


Fiii.  307. 
(Pwparod 


1  Aoribtitd  ii 


a    epiitenntB 

b    normal  corlum 

e    hyperplaailc  and  cellular  curium 

d    enlarged  papillae 

d^  fayperplaatic  aub-papillary  tUaue 

t    at^regalioOB  of  cells 


k     lobules  i>[  prolileroua  tatlj 


Neuropathic  papilloma  (Grriiakdt), 
SPRVNU),  or  nerve-iiat'vua  (Th.  Simon)  takes  the  form 
wart-like  nodules,  which  appear  in  the  skin  in  small  o 
their  distribution  generally  follow  the  course  of 
nerves.    According  to 
and  others,  tliese 


iM  later  is  (voN  BXren- 
of  jiapijlary  pigmented 
r  l:iL.;e  numbers,  and  in 
Ilium  of  tiie  cutaneous 
vo;4  Reckunoiiausen, 
Kkcklinu- 


motor  disturbances.     Whether  the  affection 
nerves  appears  to  be  still  ijueat  ion  able. 


of  neuropathic  origin,  and 

'tal  neuritis  __ 

any  special  relation  to  the 


Refe 


Fibromata  of  the  Skin  and  Neuromatous 
ElephantiaBia. 
V.  A.  50  1870,  and  Beitragt  von  Brutit  viii  18 


Brdnb  :  Plexiform  n 

Covbvoibier:  Die  Ifeurome  Basle  1886 

CzBRNY ;  Neurofibroma  A./,  kliii.  Chir.  xvii 

EsMARCii  and  KuLENKAMPFF :  Die  elephantitutisehen  Formen  Hamburg  1885 

Jordan  :  Congenital  elephantiasis  Ziegler's  BeiirOge  Tiu  1890 
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Lahmanx:  Multiple  fibroma  and  its  relation  to  neurofibroma  V.  A.  101  1885 
Nauwerck  and  Hurthle  :  Neuromatous  elephantiasis  Ziegler's  Beitrdge  1 1886 
Philippson  :  Fibroma  molluscum  V.  A,  118  1889 
vox  Recklixghausex  :  Die  multiplen  Fibrome  der  Haul  Berlin  1882 
ViRCHOW :  Die  krankhq/ten  GeschwUlste  iii 

Meferencea  on  Neuropathic  Papilloma, 

vox  Barenspruxo:  Naevus  unius  lateris  Charite-Annalen  xi  1863 
EsMARCH  and  Kulexkampff  :  Die  elephantiastischen  Formen  Hamburg  1885 
Kroxrr  :  Papilloma  neuropathicum  (case)  Inaug.  Diss.  Wiirzburg  1890 
Naegele:  Papilloma  neuropathicum   frontis  (case)  Inaug,   Diss.  Wiirzburg 

1886 
Neumaxx:  Naevus  papillaris  (Thomson)  Oesterr.  Jahrh.f.  Pddiatrik  ii  1878 
vox  Recklixghausex  :  Die  multiplen  Fibrome  der  Uaut  Berlin  1882 
SiMOX :  Nerve-naevi  A.f.  Derm,  iv  1872 
Spietschka  :  Nerve-naevi  A,f,  Derm,  xxvii  1894 

170.  Among  the  connective-tissue  growths  starting  in  tlie 
cutis,  but  of  non-nervous  origin,  fibroma  is  one  of  the  commonest: 
it  usually  takes  the  form  of  firm  rounded  nodes.  Keloid  is  a  very 
rare  variety  of  fibroma.  It  appears  in  the  form  of  a  tuberous, 
discoid,  band-like,  stellate  or  radiating  growth  seated  in  the  corium 
beneath  the  unaltered  papillary  layer.  When  fully  developed  the 
growth  consists  almost  exclusively  of  bundles  of  coarse  fibres.  In 
its  earlier  stages  it  contains  numerous  spindle-cells. 

Cicatricial  keloid  grows  from  a  scar,  and  is  not  at  all  points 
covered  with  intact  papillae.  In  other  respects  it  may  resemble 
true  keloid.  '  Addison's  keloid,'  now  known  as  morphoea,  is  not 
related  to  these  neoplasms :  it  is  a  hypertrophic  condition  some- 
what similar  to  sclerodermia. 

Leiomyoma  is  a  rare  tumour  appearing  in  the  form  of  single 
or  multiple  nodes  from  the  size  of  a  pin's  head  to  that  of  a 
walnut.  It  may  originate  from  the  unstriped  muscular  fibres 
of  the  arrectores  pili^  or  from  those  of  the  vessel-walls;  in  the 
latter  case  it  is  apt  to  be  associated  with  local  dilatation  of  the 
capillaries,  or  telangiectases,  the  combination  being  described  as 
angiomyoma. 

Sarcoma  takes  the  form  of  nodular  or  papillomatous  tumours, 
more  or  less  raised  above  the  surrounding  surface.  The  larger 
sarcomata  sometimes  assume  the  shape  of  a  short  pedunculated 
mushroom,  or  of  a  large  wart.  They  are  usually  solitary,  but  now 
and  then  instances  occur  in  which  a  large  number  of  sarcomatous 
growths  appear  in  the  skin  simultaneously  or  in  quick  succession. 

Cutaneous  sarcoma  may  be  round-celled,  spindle-celled,  or 
mixed.  Melanotic  and  alveolar  sarcomata  are  not  uncommon ; 
they  originate  from  cellular  warts  and  pigmented  moles,  and  cor- 
respond closely  with  these  in  their  general  structure.  They  are 
highly  malignant. 

The  diseases  comprised  under  the  term  general  sarcomatoeif 
of  the  skin,  and  characterised  by  a  rapidly-spreading  eruption  of 
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neoplastic  nodes,  are  probably  in  certain  cases  due  to  some  un- 
known form  of  infection,  in  others  to  the  development  of  leuk- 
aemic  or  pseudo-leukaemic  lymphoma  (Arning,  Hochsinger, 
ScHiFF,  Joseph,  Touton). 

Lipomata  of  the  skin  and  subcutaneous  tissue  are  very  fre- 
quently met  with,  and  sometimes  reach  a  considerable  size.  The 
region  of  the  shoulder  is  a  favourite  seat.  Myxoma,  enchon- 
droma,  and  osteoma,  are  less  common  than  lipoma.  Myxoma  and 
myxofibroma  are  generally  connected  with  the  external  genitals 
in  women. 

Cancer  (cancroid  or  epithelioma)  is  by  far  the  most  important 
of  the  epithelial  neoplasms  of  the  skin.  The  carcinomatous  pro- 
liferation may  start  not  only  in  the  epidermis,  but  in  the  epithe- 
lium of  the  sebaceous  glands  and  hair-follicles,  probably  also  in 
that  of  the  sweat-glands.  Stratified  spherules  of  horny  epidermis 
are  found  in  the  epithelial  ingrowths  of  many  cases  of  cutaneous 
carcinoma,  and  the  tumours  have  accordingly  been  described  as 
squamous  or  horny  cancers.  In  very  rare  cases  calcification  of 
the  tumour  takes  place  (Art.  171). 

Thiersch  distinguishes  a  flat  or  superficial  and  a  deep  or 
infiltrating  form.  The  former  is  met  with  chiefly  in  the  lip,  fore- 
head, and  nose  ;  and  is  characterised  by  the  fact  that  the  epithe- 
lial ingrow^ths  and  processes  are  short  and  shallow.  It  generally 
appears  as  a  slightly-raised  ulcer  with  infiltrated  borders,  due  to 
the  breaking  down  of  a  primary  cancerous  node.  Its  growth  is 
usually  very  slow,  and  it  may  cicatrise  at  the  centre  while  the 
marginal  ulceration  continues  to  advance  (cicatrising  epithelioma). 
In  other  cases  the  process  of  disintegration  is  more  rapid,  and  the 
ulcer  steadily  increases  in  depth  and  extent.  This  form  is  some- 
times described  as  rodent  ulcer,  and  chiefly  affects  the  upper  part 
of  the  face. 

The  deep  or  infiltrating  form  usually  gives  rise  to  irregularly- 
shaped  ulcerations,  due  as  in  the  former  case  to  the  breaking  down 
of  nodular  epithelial  growths.  From  the  floor  and  edges  of  the 
ulcer  often  rise  large  warty  protuberances,  giving  the  affection 
the  appearance  of  a  papillomatous  tumour.  This  form  produces 
metastases  oftener  than  the  other. 

The  superficial  and  the  deep  forms  are  not  very  sharply  differ- 
entiated the  one  from  the  other,  and  intermediate  forms  occur. 
In  fact,  the  processes  of  cancerous  infiltration,  proliferation  of  the 
fibrous  tissue,  and  ulcerous  disintegration  may  be  combined  in 
numerous  ways,  and  give  rise  to  the  great  diversity  of  appearance 
observable  in  the  several  forms  of  the  disease. 

Epithelioma  most  frequently  attacks  parts  where  epidermis 
passes  into  mucous  membrane  —  such  as  the  lower  lip,  nose,  eye- 
lids, prepuce,  anus,  external  female  genitals,  etc.  Occasionally  it 
seems  to  start  in  warts  or  callosities,  or  in  scars,  pustules,  and 
ulcers,  and  not  infrequently  in  the  floor  of  an  acutely-spreading 
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lupous  ulcer  or  in  a  lupus-scar.  It  may  be^in  subcutaneouslj, 
and  then  originates  in  the  epithelium  lining  embryonic  involutions 
of  the  skin  (branchiogenous  carcinoma)  or  forming  part  of  the 
epiblastic  medullary  canal,  which  has  persisted  imtransformed  in 
the  subcutaneous  tissue.  Other  epidermoid  structures  connected 
with  the  skin  may  likewise  become  abstricted,  and  afterwards 
furnish  a  starting-point  for  deep-seated  epithelial  growths  that 
have  no  visible  relation  to  the  superficial  epidermis.  The  growths 
assume  the  characters  of  carcinoma  or  of  papillary  cystadenoma, 
are  usually  nodose  in  form,  and  are  sharply  marked  off  from  the 
surrounding  tissue.  Probably  some  of  them  start  from  wens  or 
atheromata  (Art.  171),  or  from  abstricted  portions  of  hair- 
follicles. 

English  pathologists  have  distinguished  between  superficial  epithelioma 
and  what  is  termed  rodent  ulcer  by  surgeons.  In  the  former  the  neoplastic 
cells  are  of  an  epidermal  type,  in  rodent  ulcer  proper  thev  are  epithelial  rather 
than  epidermal,  having  small  nuclei  and  but  little  staoility,  as  if  they  were 
derived  from  gland-cells :  they  have  been  regarded  as  derived  from  the  cells  of 
the  sweat-glands  (Thin),  or  of  the  outer  root-sheaths  of  the  hairs.  See 
Thiersch  {loc.  cit.),  Moore  (Rodent  cancer  London  1867),  Warren  (Med. 
Tunes  and  Gaz.  i  1880),  Thin,  Fox,  Butlin,  and  others  (Trans,  Path.  Sac. 
XXIX,  XXX  London  1878-79). 

Adenoma  of  the  sweat-glands  is  a  rare  tumour :  it  grows 
slowly,  and  appears  in  the  form  of  small  nodes. 

Secondary  neoplasms  of  the  skin  are  on  the  whole  not  very 
common,  though  they  do  occur  in  connexion  with  both  connective- 
tissue  and  epithelial  tumours.  Malignant  growths  of  the  skin 
itself  are  the  most  apt  to  spread  in  it,  and  give  rise  to  daughter- 
tumours.  Of  growths  in  other  organs,  mammary  carcinoma  is 
that  which  most  frequently  gives  rise  to  cutaneous  metastases. 


References  on  Tumours  of  the  Skin  (see  also  Art.  171). 

Babes:  Keloid  V.f.  Derm,  vii  1880 

Bayha  :  Lupus-carcinoma  Beitrdge  von  Bruns  ni  1887 

Braun  :  Endothelioma  of  the  skin  A.f.  klin.  Chir.  xLiii 

Darier:  Epithelioma  of  the  sweat-glands  A.  de  med.  exp.  1 1889 

D^NERiAZ :  Keloid  Thhe  (Berne)  Geneva  1887 

Hess  :  Subcutaneous  ciliated  cyst  Ziegler's  Beitrdge  viii  1890 

HocHSiNGER  and  Schiff  :  Leukaemia  of  the  skin  V.f.  Derm,  xiv.1887 

Israel  :  Follicular  epithelioma  Virchow*s  Festschrift  (Assistenten)  Berlin  1891 

Jadassohn:  Multiple  myoma  V.  A.  121  1890 

Jacobsohn:  Keloid  A.f  klin.  Chir.  xxx 

Ja  Risen  :  Tumours  of  the  skin  A.f  Derm,  xxvin  1894 

Joseph  :  Pseudo-leukaemia  of  the  skin  Verhandl.  d.  deutschen  dermat.  Gesellsck 

Vienna  1892 
Knauss  :  Cylindrical-celled  epithelioma  of  the  sweat-glands  F.  A,  120  1890 
Kromayer  :  Endothelioma  tul>erosum  colloides  F.  A.  139  1895 
Langhans  :  Keloid  V.  A.  40  1867 
LiRON  :  Sur  la  chiloide  inguinale  spontan^e  Paris  1887 
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Lukasiewicz:  Multiple  dermatomyomata  A,f,  Derm,  xxiv  1892 

Mathieu  :  Four  cases  of  benign  epithelioma  A,  gen,  de  med,  1881 

MiCHALEFF :  Case  of  subcutaneous  papilloma  Inaug,  Diss,  Freiburg  1892 

Neelsen:  Keloid  A.f,  klin,  Chir,  xxiv 

Paltauf  :  Lymphatic  diseases  of  the  skin  A,/.  Derm,  xxiv  1892 

Perrin:  Cutaneous  sarconiatosis  These  Paris  1886 

Perthes  :  Calcified  endothelioma  Beitrdge  ron  Bruns  xii  1894 

Petersen:  Multiple  tumours  of  the  tubular  glands  A,/.  D^rm.  xxiv  1892 ; 

Diseases  of  the  sweat-glands  ibidem  xxv  18S3  (with  references) 
Rigaud:  Disseminated  epithelioma  These  Paris  1878 
ScnuTz:  True  keloid  in  combination  with  cicatricial  keloid  A,f,  Derm,  xxix 

1894 
Spiegler:  Carcinomatosis  cutis  (so-called)  A.f,  Derm,  xxvii  1894 
Steiniiauser  :  Lupus-carcinoma  Beitrdge  von  Bruns  xii  1894 
Thiersch  :  Der  EpithelialkrebSj  namentlich  der  Haul  Leipzig  1865 
ToMMASOLi:  Epithelioma  verrucosum  abortivum  A,/,  Derm,  xxvi  1894 
TouTON :  Sarcomatosis  of  the  skin  Miinch,  med,  Woch.  1893  (with  references) 
VoLKMANN,  R. :  Primary  cancer  of  the  limbs  Samml,  klin,  Vortrdge  nos.  334- 

3351889 
Yersin  :  Melanotic  tumour  A,  de  physioL  vii  1886 
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CHAPTER  LVII 


THE  SEBACEOUS  GLANDS,  HAIR,  AND  NAILS 

171.  The  epithelium  of  the  Bebaceons  glands  normally 
secretes  an  oily  liquid  (sebum)  which  condenses  to  a  greasy 
lubricant.  If  the  secretion  becomes  over-abundant  we  have  what 
is  called  Boborrhoea  (^ateaforrhoea^  tinea  or  acne  sebacea^  icJuht/ohts 
sebacea').  In  one  variety  scale-like  or  scurfy  deposits  are  formed 
on  the  surface  (jeborrhoea  sicca^  squamosa^  smd  furfur acea^^  and  in 
another  the  skin  seems  smeared-with  an  oily  exudation  (seborrhoea 
oleosa^. 

The  scales  and  crusts  consist  of  dried  sebum  and  horny  epi- 
dermis, and  are  apt  to  become  discoloured,  assuming  a  dirty- 
yellow,  grey,  or  black  tint :  they  sometimes  take  the  form  of 
large  continuous  scabs  or  flakes,  from  the  under  side  of  which 
processes  pass  into  the  openings  of  the  sebaceous  ducts. 

Seborrhoea  may  be  local  or  general.  The  local  variety  chiefly 
affects  the  scalp  and  the  external  genitals.  General  seborrhoea  is 
rare,  and  is  usually  met  with  only  in  new-born  infants ;  the  abun- 
dant secretion  of  vemix  caseosa  which  is  normal  in  the  intra-uterine 
period  is  in  fact  continued  after  birth.  The  abundant  sebaceous 
secretion  from  the  glands  of  the  scalp  which  is  normal  during  the 
first  year  of  life  sometimes  gives  rise,  in  neglected  infants,  to  large 
fissured  dirty  cheesy-looking  crusts  or  cakes,  consisting  of  fatty 
matter,  dirt,  epidermal  scales,  and  hairs. 

When  the  scalp  only  is  affected,  the  dried  secretion  taking  the 
form  of  abundant  branny  scales,  the  affection  is  called  dandriff 
(^pityriasis  furfur acea  capillitii^  or  porrigo  amianthacea^;  when 
the  flakes  are  large  and  like  fish-scales  it  is  sometimes  called 
ichthyosis  sebacea. 

Asteatosis  (xerodermias^  in  which  the  sebaceous  secretion  is 
diminished,  is  rare  as  an  idiopathic  affection.  It  is  usually  sec- 
ondary to  other  affections  like  ichthyosis,  porrigo,  psoriasis,  pity- 
riasis rubra,  leprosy,  etc.  The  skin  becomes  ^dry  and  fissured, 
and  is  shed  in  scales  or  flakes. 

Various  disorders  of  the  skin  are  due  to  the  accumulation  of 
sebum  in  the  glands  or  ducts  in  consequence  of  interference  with 
its  excretion.  The  obstruction  is  usually  due  to  the  drying  of 
sebum  or  the  deposit  of  dirt  at  the  mouth  of  the  duct.     Changes 
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in  the  composition  of  the  secretion  sometimea  give  rise  to  ltd 
retention.     The  following  varieties  are  distinguished. 

(1)  Comadones  (Fig.  267  e)  are  sma,!!  elevations  of  the  skin 
due  to  plugging  of  the  sebaceous  ducts,  or  of  the  common  opening 
of  duct  ana  hair-follicle.  When  the  plug  is  squeezed  out  it 
appears  as  a  whitish  and  somewhat  firm  pear-shaped  or  cylindri- 
cal mass  of  the  size  of  a  pin-head,  the  superficial  end  being  stained 
black  or  brown.  It  consists  of  sebum  and  horny  epidermal  cells, 
and  often  contains  one  or  more  minute  hairs. 

(2)  luniiniw  (grutum  or  acne  albida)  consists  of  small  roundish 
white  or  yellowisli  elevations  of  the  skin,  due  to  the  accumulation 


Tia.  308. 

{Prtparation  hardened  in  alcohol,  stained 


Ih   Bifmarck-brouin,  and  motinled  in 


a    epidermis  e  halr-tnlllcle  with  aebnceoiu  gland 

b     i-iiriiim  /  atrophic  sebaceous  gland 

c    aLropliic  halr-fnllicle  contalalng  downv  g  cyat  with  smatl  ciut'«(f  baira 

halra  below  and  scales  ot  horny  epi-  gi  cyst  with  enclosed  stheromatous  matter 

dermis  al  its  nutlet  A  small  hair  seated  on  the  wall  ot  thecjst 

d    obliterated  hair-follicle  devoid  ot  hair  i  sweaC-gland 


of  epidermal  cells  in  sebaceous  glands.  Milium  sometimes  gives 
rise  to  cystic  dilatation  of  the  associated  hair-follicle.  The  skin 
of  the  eyelid  is  a  favourite  seat.  When  the  nodule  is  incised  and 
the  contents  evacuated,  they  are  found  to  consist  of  a  smooth  or 
rough  and  lobate  core  composed  of  epidermal  cells  and  sebum. 

(3)  When  a  group  of  sebaceous  glands  become  enlarged  by 
excessive  accumulation  of  epithelial  cells  within  them,  polypoid 
and  sometimes  pedunculated  excrescences  are  produced,  which 
have  been  called  acrochordon.  Such  growths  appear  generally 
in  aged  persons,  about  the  eyelids  and  on  the  sides  and  nape  of 
the  neck. 
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(4)  'WeuB  or  sebaceous  cysts  (^atheroma  or  steatoma^  are  usu- 
ally due  to  distension  of  the  duct  of  a  sebaceous  gland  and  hair- 
follicle  (Fig.  308  g  g^  A)  by  accumulated  secretion.  Remains  of 
embryonic  clefts,  or  epithelial  structures  which  have  in  some  ab- 
normal fashion  become  embedded  in  the  corium  or  subcutaneous 
tissue,  sometimes  form  the  starting-point  for  these  cysts,  which 
are  occasionally  as  large  as  a  hazel-nut  or  walnut,  or  may  even 
reach  the  size  of  the  fist.  The  contents  consist  of  a  pulpy  greasy 
mass  composed  of  fatty  detritus,  cast-off  epidermal  cells,  and  often 
cholesterin,  enclosed  within  a  fibrous  capsule  lined  with  stratified 
squamous  epithelium.  In  the  case  of  cysts  originating  from  the 
hair-follicles  and  sebaceous  glands  the  capsule  is  smooth  on  its 
inner  surface,  and  the  epithelium  is  many-layered.  In  the  deep- 
seated  cysts  due  to  enclosure  of  foetal  residues,  the  capsule  pos- 
sesses the  structure  of  skin,  including  a  papillary  layer  covered 
with  epidermis.  Such  cysts  are  accordingly  classed  with  dermoid 
tumours. 

Papillary  outgrowths  at  times  rise  from  the  inner  surface  of  a 
wen,  either  from  traumatic  causes  or  idiopathically,  giving  rise  to 
endocystic  condylomata  or  papillomata ;  these  may  be  regarded 
as  akin  to  the  forms  comprised  under  the  term  papillary  cystoma. 
Sometimes  the  entire  cyst  is  packed  with  branching  cauliflower- 
growths.  In  rare  cases  the  structure  of  some  parts  of  the  growth 
resembles  that  of  carcinomatous  epithelioma.  Processes  of  corni- 
fication  and  calcification,  the  latter  affecting  both  the  epithelium 
and  the  connective  tissue,  are  apt  to  be  set  up  in  the  capsule  of  a 
wen,  transforming  it  into  a  hard  globular  tumour,  which  in  some 
cases  closely  resembles  an  osteoma. 

Wens  are  usually  seated  on  the  scalp,  the  back  of  the  neck,  or 
the  face,  more  rarely  on  the  trunk  or  limbs. 

References  on  Wens  and  on  Tumours  originating  from  them. 

Caspary:  Adenoma  sebaceum  A.  f.  Derm,  xxiii  1891 
Chknantais  :  Calcified  epithelioma  of  sebaceous  glands  Thhe  Paris  1881 
Chiari  :  Atheroma  and  encapsulated  epidermoid  tumours  of  the  subcataDeoos 
connective  tissue  TagebL  d.  Natur/orscherv^rs,  in  Salzburg  1881 ;  The  gene- 
sis of  atheroma-cysts  Prager  Z.  /.  Heilk.  xii  1891,  and  Trans,  infernal, 
med.  congr,  1890  ii  Berlin  1891 
FoRSTER  :  Dry  cancroid  Verh.  d.  phys.-med,  Gesellsch.  in  Wiirzburg  x 
Franke:  Atheroma  A.  f.  klin,  Chir.  xxxiv  1886-87;  Carcinomatous  degen- 
eration of  epidermoid  tumours  V.  A,  121  1890 
Lagrange  :  Anatomie  pathohgique  et  pathogenie  du  chalazion  Paris  1889 
VON  NooRDEN :  Calcified  epithelioma  Beitrdge  von  Bruna  iii  Tubingen  1888 
Peters  :  Calcified  endothelioma  Beitrdae  von  Bruns  xii  1894 
Wernuer  :  Atheroma,  an  encapsulated  epithelioma  F.  A,  S  1855 
WiLCKENs:  Ossification  and  calcification  of  the  skiu  Inaug.  Diss.  Gottingen 
1858 


172.     Each  hair  according  to  its  size  has  a  definite  period  of 
existence.     When  this  is  at  an  end,  the  hair  is  shed  and  its  place 
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is  taken  by  a  new  one.  The  replacement  is  effected  by  the  cells 
at  the  tip  of  the  papilla  ceasing  to  grow  and  multiply,  in  conse- 
quence of  which  the  old  hair  with  its  inner  root-sheath  is  sepa- 
rated from  the  papilla,  which  thereupon  atrophies.  According 
to  Stieda  the  young  hair  is  produced  by  a  new  papilla.  Long 
thick  hairs  live  longer  than  short  and  fine  ones. 

To  maintain  the  uniform  growth  of  the  hair  as  a  whole  a  con- 
stant relation  must  be  kept  up  between  the  loss  of  old  hairs  and 
the  production  of  new.  When  this  relation  is  disturbed  by  hind- 
rances to  production,  the  result  is  alopecia  or  baldness.  Kaposi 
distinguishes  the  following  forms. 

(1)  Alopecia  adnata^  or  congenital  deficiency  of  hair,  is  sel- 
dom an  enduring  condition. 

(2)  Alopecia  (^clamfirs)  acquisita  is  natural  in  old  age  (^alopecia 
senilis)^  but  it  may  appear  much  earlier  (^alopecia praematura^.  In 
the  baldness  of  age  the  skin  exhibits  the  changes  described  in  Art. 
139  (Fig.  269)  ;  but  it  is  to  be  noted  that  they  do  not  appear  till 
after  the  hair  has  disappeared,  and  they  cannot  therefore  be  the 
cause  of  baldness. 

Alopecia  praematura  may  be  either  idiopathic  or  symptomatic. 
In  the  former  case  the  hair  falls  off  without  visible  disease  of  the 
skin.  Symptomatic  baldness  is  usual  as  a  result  of  inflammatory 
processes  which  induce  appreciable  changes  in  the  scalp,  such  as 
eczema,  erysipelas,  lupus,  syphilitic  eruptions,  etc.,  and  it  also 
accompanies  or  follows  affections  such  as  typhoid  fever,  syphilis, 
tuberculous  cachexia,  and  the  like.  The  continuous  development 
of  the  hair  from  its  bulb  is  interfered  with  by  the  inflammatory  pro- 
cess, and  the  hair  thus  ceases  to  grow  and  is  shed.  If  the  papillae 
are  not  destroyed  the  hair  may  afterwards  be  reproduced. 

When  the  denudation  takes  place  over  isolated  patches  the  af- 
fection is  described  as  alopecia  areata  (area  Celsi  ov  porrigo  decaU 
vans).  Some  writers  (GiiUBE,  Malassez,  Thin,  Eichhorst, 
Lassar)  consider  this  affection  to  be  due  to  a  parasitic  fungus, 
while  others  (Barensprung,  Auspitz,  Kaposi,  Schwimmer, 
Joseph,  Michelson,  Fournier)  look  upon  it  as  a  trophoneurosis. 
Others  again  (such  as  Eichhoff)  think  that  alopecia  areata  is 
not  always  due  to  tlie  same  cause,  while  Behrend  attributes  it  to 
some  local  disturbance  of  the  circulation.  The  loss  of  hair  may 
take  place  over  a  single  patch  or  in  many,  and  in  the  end  may 
extend  to  the  entire  surface  of  the  body.  According  to  Behrend 
the  affected  hairs  are  infiltrated  with  minute  air-bubbles  down  to 
the  extreme  end  of  the  root.  In  most  cases  the  bald  spots  sooner 
or  later  become  covered  over  with  downy  hairs,  and  ultimately 
with  normal  hairs. 

Baldness  coming  on  during  adolescence  (i.e.  after  puberty),  in 
which  the  hairs  of  successive  crops  become  shorter  and  shorter 
lived,  and  the  scalp  is  covered  with  an  abundant  branny  or  floury 
desquamation,  is  described  as  alopecia  pityrodes  or  furfuracea. 
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Failure  of  the  hair  and  exfoliation  of  the  skin  are  simultaneous, 
the  cutis  is  attenuated  (PiNCUs),  and  the  hair-f  oUicles  are  stunted 
and  atrophic  (Fig.  308  c).  The  scales  consist  of  morbidly-altered 
and  abnormally-solidified  sebum. 

Alopecia  pityrodes  is  referable  either  to  some  inherited  predis- 
position or  to  one  or  other  of  the  diseases  mentioned  above. 

Trichorhexis  nodosa  is  an  anomalous  mode  of  growth  of  the 
hairs,  in  which  swollen  nodes  are  produced  in  their  course, whereat 
they  are  apt  to  break  off.  It  is  rare  as  a  general  affection,  but  is 
not  uncommon  in  the  case  of  single  hairs,  particularly  in  the  beard. 
According  to  Michelson  it  is  due  to  abnormal  dryness  of  the 
hair,  and  is  of  the  same  nature  as  the  terminal  splitting  and  fork- 
ing which  often  take  place  in  individual  hairs. 

Ringstreaked  hairs  {pili  anmtlati)  are  marked  with  bands 
alternately  light  and  dark.  The  light  bands  are  somewhat 
swollen  and  enclose  air-containing  clefts  (Landois).  According 
to  Behrexd,  in  very  rare  cases  hairs  are  met  with  in  which  what 
look  like  nodular  thickenings  occur  at  regular  intervals,  but  in 
these  it  is  the  internodal  portions  that  are  morbidly  altered,  inas- 
much as  they  are  attenuated  and  devoid  of  the  normal  central 
canal. 

The  nails  are  frequently  misformed  or  defective,  and  ab- 
normally thin  and  brittle,  or  misplaced,  generally  as  a  result 
of  inflammations  or  of  direct  injury. 

Meferencea  on  Alopecia  and  on  Reproduction  of  the  Hair. 

VON  Barenspruno  :  Alopecia  areata  Charite-Annalen  viii 

Behrend:  Alopecia  areata  Berl,  klin,  Woch.  1887,  and  F.  A.  109  1887  and  116 


Besnier  :  Sur  la  pelade  Paris  1888 

Buchner:  Aetiology  of  area  Celsi  F.  A.  74  1878 

EiCHiiOFF :  Is  alopecia  areata  contagious?  Monatsh,/,  praku  Derm, 

EiCHHORST :  Alopecia  areata  F.  i4.  78  1879 

GiovANNiNi :  The  normal  development  of  and  certain  changes  that  take  place 
in  the  human  hair  F.  /.  Derm,  xiv  1887;  Reproduction  of  hair  after  epila- 
tion A,  /.  mikrosk.  Anat.  36  1890,  and  A,  ital.  de  bioL  xv  1891;  Morbid 
histology  of  baldness  Ann.  de  dermat.  u  1892 

Joseph:  Aetiology  of  alopecia  areata  Cent.  f.  med.  Wiss,  1866;  MonaUk.f. 
prakt.  Derm.  1886,  and  F.  A.  107  1887 

Lass  A  R  :  Alopecia  areata  D.  med.  Woch.  1881 

Malassez  :  Alopecia  pityrodes  A.  de  physiol.  1874 

MiCHELSON :  Aetiology  of  area  Celsi  F.  ^4.  80  1880 

PiNcus :  Alopecia  pityrodes  F.  >4.  37  1866,  41  and  43  1868 

Schein:  Growth  of  the  human  skin  and  hair  A.f.  Derm,  xxiv 

ScHULTZE :  Theories  concerning  area  Celsi  F.  ^.  80  1880 

ScHWiMMER :  Die  neuropath.  Dermatosen  Vienna  1882 

vox  Sehlen:  Fortschr.  d.  Med.  i,  and  F.  -4.  99  1885 

Stieda  :  Growth  of  hair  Biolog.  Cent,  vii  1887 

Umna  :  Alopecia  pityrodes  Monatsh.  f,  prakt.  Derm,  i 
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References  on  Nodes  of  the  Hair  and  Trtchorhexis. 

Behrend  :  Node-formation  on  the  hair-ehaft  V,  A .  103  1886 

Eichhorst:  Trichorhezis  nodosa  Z./.  klin.  Med,  vii  (supplement)  1883 

Lesser:  Pill  annulati  V.f.  Derm,  xiii  1886 

MiCHELSON :  Volkmann's  klin,  Vortrdge  no.  120,  and  Ziemssen*$  Handb.  d.  spec. 

Path,  XIV 
RoESER :  Trichoptilosis  Ann,  de  dermal,  ix  1878 
WoLFBERO :  D.  med.  Woch,  1884 

173.  Abnormal  overgro'wth  of  hair  (hypertrichosis^  hirsutieSj 
polytrichia^  is  hereditary  or  at  least  congenital  (hypertrichosis 
hereditaria^  or  acquired  in  later  life  (hypertrichosis  acquisita'). 
Congenital  hypertrichosis  is  universal,  the  whole  body  being 
shaggy  (as  in  *  hairy  men '),  or  it  is  local  and  affects  only  par- 
ticular parts.  Universal  hypertrichosis  is  usually  a  family 
peculiarity,  and  may  affect  the  entire  face  and  forehead.  An 
abnormal  growth  of  hair  on  the  chin  and  upper  lip  in  women  is 
not  uncommon.  Moles  and  pigment-spots  are  often  thickly  be- 
set with  hairs.  Many  cases  of  sacral  hypertrichosis  have  been 
recorded ;  it  is  generally  associated  with  spina  bifida  occulta 
(von  Recklinghausen).  Acquired  hypertrichosis  has  been 
observed  in  a  few  cases  as  an  accompaniment  of  spinal  diseases 
(Erb,  Schiefferdecker)  and  as  a  consequence  of  chronic  irrita- 
tion of  the  skin  (Kaposi). 

Overgro'wth  of  the  nails  (hyperonychia)  in  length  and  thick- 
ness is  frequently  met  with,  and  they  are  often  at  the  same  time 
distorted,  rough,  or  tuberculated.  Excessively  long  nails  become 
curved  into  claws  (onychogryphosis).  When  they  become  exces- 
sively broad  they  are  apt  to  cut  into  the  soft  parts,  giving  rise 
to  haemorrhage  and  inflammation  (ingrowing  nails,  incamatio 
unguis'). 

Abnormal  enlargement  of  the  nails  may  take  place  without 
any  perceptible  cause.  In  other  cases  it  is  a  concomitant  of 
ichthyosis  or  psoriasis,  or  follows  on  inflammatory  affections. 

lieferences  on  Hypertrichosis, 

Bartels  :  Hypertrichosis  Z.f,  Ethnol,  viii  1876,  xi  1879,  xiii  1881 

Beigel:  Hypertrichosis  V,  A,  44  1868 

Bonnet:  Hypertrichosis  congenita  universalis  Wiesbaden  1892 

Chiari  :  Hypertrichosis  Prag.  med,  Woch.  1890 
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asymmetry  of  391 

atheroma  of  blood-vessels  of 

of  417 
atrophy  of  cortex  of,  after  am- 
putation 417 

auditory  centre  of  386 

calcarine  fissure  of  382 

calcification   of  blood-vessels 

417 

callosal  gyrus  of  382 
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caudate  nucleus  of  383 

causes  of  partial  agenesis  of 
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cerebrum,  central  fissure  of  381 

centripetal  fibres  of  384 

cerebellum  in  atrophy  of  410 

claustrum  of  383 

collateral  sulcus  of  382 

commissural  fibres  of  384 
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393 
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cortex  of  383 
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417 
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ischaemic  necrosis  of  417 
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location  of  haemorrhage    of 

422 
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minute  structure  of  389 
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motor  centres  of  385 
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praecuneus  of  382 

precentral  fissure  of  381 

projective  fibres  of  384 

quadrate  lobule  of  382 

red  softening  of  417 

regeneration    of    nerve    ele- 

ments  of  416 

results  of  haemorrhage  of  422 

softening  of  419 

rolandian  fissure  of  381 

sclerosis  of  4 16 

blood-vessels    of 

417 

sensory  centres  of  385 

softening  of  417 

speech  centre  of  385 

subthalamic  body  of  383 

substantia  perforata  anterior 

of  383 
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381 

sulci  of  381 

sylvian  fissure  of  381 
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visual  centre  of  385 

white  softening  of  416,  417 
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chalky  deposits  in  gouty  arthritis  280 
chancre,  hard  529 
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chancroid  529 

chicken-pox  518 

chilblains  510 

chiragra  261 
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toxicum  496 

traumaticum  496 

uterine  496 

chlorosis  4 

cholesteatoma  of  the  pia  mater  of  the 

brain  457 
chondritis  260 
chondroblasts  155 
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chondroma  of  bone  289 


INDEX   OF   SUBJECTS 


IX 


(Tlie  numbers  refer  to  the  pages) 


chondroma  of  bone,  degenerations  of  239 

the  meninges  of  the  brain 

454 

muscle  312 

chondro-osteosarcomata  242 

chondrosarcomata  242 

chordae  tendineae  35 

choroid  plexus,  cystic  degeneration  of  442 

cicatrix,  apoplectic  424 

darkens  vesicular  column  326 

clavus  548 

cloacae  176,  184 

cloudy  swelling  of  muscle  297 

cnidosis  510 

cocci,  pyogenic  59 

coccidia  547 

column  of  TUrck  326 

combination  cells  of  Ramon  y  Cajal,  325 

comedo  525 

comedone  571 

commissural  cells  of  spinal  cord  324 

fibres  of  the  cerebrum  384 
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com  548 
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corpora  mamillaria  385 

......   quadrigemina  385 

centres  of  387 

corpus  callosum  381 
corpuscula  oryzoidea  316 
coxa  vara  226 

cranial  bones,  tuberculosis  of  192 
craniorachischisis  388 
cranio-stenosis  206 
craniotabes  rachitica  222 
cranium  (see  skull) 

agenesis  of  388 

osseous  defects  of  388 

cretinism  200 

brain  in  402 

criminals,  brain  in  habitual  402 
crura  385 
crust,  508,  505 
cuniculi  546 
curvature,  kyphotic  222 


curvature,  lordotic  222 

scoliotic  222 

cutaneous  anaesthesia  502 

eruptions  due  to  medicament, 

510 

of  syphilis  536 

haemorrhages,  idiopathic  493 

symptomatic 

493 
cutis,  aenea  496 

fibroma  of  566 

cyanosis  of  the  skin  492 

cylindroma  of  the  spinal  meninges  379 

cysticercus  of  the  brain  440 

heart  56 

meninges  of  the  brain 

458 

pericardium  64 

spleen  116 

cellulosae  of  bone  244 

muscle  312 

racemosus  of  the  meninges 

of  the  brain  458 
cystic  degeneration  of  the  pineal  gland 

465 
pituitary 

body  464 
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of  the  meninges  of  the 

brain  455 
cysts,  apoplectic  423 

maxillary  244 

of  the  skin  499 
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pial  442 
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dium 31 

fatty,  of  endocardium  30 

hyaline,  of  endocardium  32 

mucoid,  of  endocardium  31 

Deitei-s*  cells  of  spinal  cord  324 
dementia,  paralytic  atrophy  of  brain  in 

407 
demodex  folliculorum  492 
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dermatomycosis  furfuracea  546 
dermoid  cysts,  intracranial  457 
dexiocardia  24 
diaphysis  198 

increased  longitudinal  growth 

of  210 
diarthrosis  245 
diastematomyelia  328 
diplococcus  intracellularis  443 

pneumoniae  69,  346 

pneumo-  314,  346,  373,  429, 

443,  444 
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dislocation  251 
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complex  261 

from  caries  in  tuberculous  ar- 
thritis 285 

deformity,  266,  273 

results  of  261 

spontaneous  261,  262 

unreduced  257 

*  drill '  bones  310 
dropsy,  meningeal  442 
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dura  mater  of  the  brain,  460 
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ma of  462 

carcinoma  of  463 
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endothelioma 
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fibroma  of  463 

haematoma    of 

460 
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morphology  of 

460 
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462 
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mours of  463 
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tuberculosis  of 
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tumours  of  462 

spinal  cord,  inflammation 

of  380 

tumours  of  380 
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ecchymoma  493 
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brain  440 

heart  66 

meninges  of  the  brain 

458 

muscle  312 

pericardium  64 

spleen  1 16 

ectasis,  arterial  83 
ecthyma  616 
ectopia  cordis  24 
eczema  616 

acute  616 

aetiology  of  615 

chronic  516,  616 

crustosum  515 
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impetiginodes  615 

impetiginosum  615,  516 

madidans  615 

marginatum  645 

papulosum  615 

rubrum  515 

squamosum  515 

vesiculosum  516 

et  pustulosom  615 

elephantiasis  554,  657 

acquired  550 

aetiology  of  551 

arabum  660 

associated  with  lymphao- 

giectasis  25,  98 

cavernosa  668 

dura  552 

endemic  550 

fibrous  564 

glabra  562 

lijraeCorum  540 
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lymphangiectatica  552 

lymphangiomatous  664 
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situatitm  of  561 

sporadic  650 
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encephalomalacia  417 
enchondroma  of  bone  285 

the  dura  mater  of  the 

brain  463 

the  skin  667 

endarteritis  71 

deformans,  chronic  71 

obliterans  75,  71 

endocardial  thrombosis,  calcareous  infil- 
tration of  32 

organisation   of 

32 
endocarditis  33 

aetiology  of  33 

course  of  38 

diphtheritic  37 

polypous  36 

pustulosa  37 

pyaemic  37 

results  of  39,  42 

situation  of  37 

suppurative  37 

tubercle- bacillus  in  34 

ulcerous  37 
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villous  36 
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endocardium,  amyloid  degeneration  of, 

combined  with  hyaline 

degeneration  32 

fatty  degeneration  of  30 
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morphology  of  30 
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of  31 
endoneurium  469 
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spinal    menin- 
ges 378 

calcified  562 

of  the  dura  mater  of  the 

brain  462 

skin  558,  560 

tuberosum  560 

English  disease  214 
enostosis  236,  238 
eosinophile  cells  9 
epulis,  intraosseous  239 
ependyma,  sclerosis  of  435 

fibrinous  deposits  on  458 

ephelides  495 

epidermal  cells,  regenerative  multiplica- 
tion of  506 
epidermis,  desquamation  of  501 
epineurium  469 


epiphyses,  oblique  displacement  of,  in 

rickets  221 
epiphysial  cartilage  156 
epiphysis  198 

separation  of  the  211,  213 

epithelioma  contagiosum  547 

of  the  skin  567 

epithelium,  desquamation  in  scales  506 

shreds  606 

erosion  of  cartilage  248,  260 
eruptions,  morphology  of  603 
erysipelas  522 

aetiology  of  522 

bullosum  523 

crustosum  523 

gangraenosum  523 

pustulosum  523 

vesiculosum  523 

erythema  492,  503 
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bullosum  509 

circinatum  509 

exsudativum  multiforme  609 

gyratum  509 
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vesiculosum  509 
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bur8ate237 
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fibroid  169 

fibrous  230 

movable  168 

multiple  238 

exudation  in  arthritis  261 
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cerebrum  415 
fatty  degeneration  of  the  arteries  65 
blood-vessels  of  the 

brain  417 

brain  409 
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favus  542 
felon  524 
fibroma  of  bone  235,  238 

the  brain  440 

cutis  566 
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fibroma  of  the  dura  mater  of  brain  463 

spinal  cord 

380 

heart  55 

meninges  of  the  brain  454 

molluscum  482,  563 

multiple  cutaneous  562 

of  muscle  312 

nerves  481 

the  skin  562 

spinal  cord  372 

meninges  377 

spleen  116 

fibrosarcoma  of  muscle  312 

filaria  Bancroft!  551 

fish-skin  disease  554 

flat-foot,  causes  of  227 

flat  papules  537 

folliculitis  barbae  525 

foramen  ovale  22 

fourth  ventricle  327 

fracture,  green  stick  164 

of  bone  160 

inflammation  in  160 

injury    to    periosteum 

in  160 

length  of  time  neces- 
sary for  repair  of  166 

repair  of  160 

fractures,  atrophy  of  bone  in  145 

fragilitas  ossium  145,  147 

idiopathic  form  of  42, 
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framboesia  syphilitica  538 
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freckles  495,  560 
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funiculus  cuneatus  of  medulla  oblongata 

327 

spinal  cord  327 
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spinal  cord  327 
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wax-like  condition  of  414 

crepitant  318 
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hospital  527 

of  muscle  299 


gangrenous  bed-sore  527 
genu  recurvatum  228 
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causes  of  226 
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inflammatorium  226 

paralytic  228 

traumaticum  226 
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chronic  542 

of  muscle  309 

the  skin  542 

glioma,  aetiology  of  439 

elongated  350 

histologj'  of  439 

of  the  brain  436 

spinal  cord  372 

situation  of  439 

size  of  438 

telangiectatic,  of  the  spinal  cord 

372 
gliomyxomata  of  the  brain  439 
gliosarcoma  of  the  brain  439 

spinal  cord  372 

gliosis  350 
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gout,  joint  cartilages  in  246 

Gower's  tract  of  spinal  cord  327 
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the  dura  mater  of  the 
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symptomatic    cutaneous 
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haemorrhagic  infarction  of  spleen  107 

results 

of  108 
haemorrhoids  23,  94 
haemosiderin  in  spleen-pulp  104 
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abnormal  overgrowth  of  575 
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morphology  of  572 
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systems  159 
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progenitalis  513 
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461 

tuberculous  319 

hypalbuminosis  3 
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